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Cystolithotripsy Versus Cystolithotomy
For Vesicle Calculi Greater than 2.5 cm.

Sompop Theerakitpaisal M.D.*

π‘æπ∏åμâπ©∫—∫

* Urology Unit, Trang Hospital

Abstract
Patients with vesical calculi (VC) greater than 2.5 cm. in Trang hospital were treated by cystolithotomy

(30 cases, 2003-2004) and cystolithotripsy (36 cases, 2005-2007)

Cystolithotomy was done by conventional method. Cystolithotripsy was done through a 26-30 F.
Amplatz sheath and was applied transurethra. Fragmentation and removal were performed with a 24 F.
rigid nephroscope and the Pneumatic Swiss lithoclast. Urethral catheters were placed postoperatively in
all patients. All patients were cleared of stone burden with a single procedure, and  there was no major
complications. The operative time was 32 mins for cystolithotomy and 35 mins for cystolithotripsy. The
hospital stay was 7.71 vs 1.89 day, the analgesic use 2 vs 0.25 dose, infection 4 vs 0 case and the cost
of  hospital stay is 16,192 vs 12,615 baht respectively. Cystolithotripsy is an effective and safe technique
for treating  large vesical calculi, it is minimally invasive, short hospital stay and cost effectively.
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‡ª√’¬∫‡∑’¬∫º≈°“√√—°…“π‘Ë«„π°√–‡æ“–ªí  “«–∑’Ë¡’¢π“¥„À≠à°«à“ 2.5 ‡´πμ‘‡¡μ√
√–À«à“ß«‘∏’ºà“μ—¥ àÕß°≈âÕß°√Õπ‘Ë«°—∫«‘∏’ºà“μ—¥‡ªî¥·º≈∑“ß∑âÕßπâÕ¬

 ¡æ∫ ∏’√–°‘®‰æ»“≈ æ.∫.*

* ß“π»—≈¬°√√¡∑“ß‡¥‘πªí  “«– ‚√ßæ¬“∫“≈μ√—ß

∫∑§—¥¬àÕ
ºŸâªÉ«¬π‘Ë«„π°√–‡æ“–ªí  “«–∑’Ë¡’¢π“¥„À≠à°«à“ 2.5 ‡´πμ‘‡¡μ√ ¢Õß‚√ßæ¬“∫“≈μ√—ß ‡¥‘¡√—°…“¥â«¬«‘∏’ºà“μ—¥‡ªî¥

·º≈∑“ß∑âÕßπâÕ¬ (Cystolithotomy, 2546-2547) ‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°—∫«‘∏’√—°…“·∫∫„À¡à §◊Õ°“√ºà“μ—¥ àÕß°≈âÕß∑“ß∑àÕ
ªí  “«–°√Õπ‘Ë«ÕÕ°  (Cystolithotripsy, 2548-2550) æ∫«à“ Cystolithotripsy „™â‡«≈“ºà“μ—¥π“π¢÷Èπμ“¡¢π“¥π‘Ë«∑’Ë‡æ‘Ë¡¢÷Èπ
·μà‡«≈“‡©≈’Ë¬‚¥¬√«¡‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°—∫ Cystolithotomy „°≈â‡§’¬ß°—π (35 π“∑’ vs 32 π“∑’) √–¬–‡«≈“πÕπ‚√ßæ¬“∫“≈
 —Èπ°«à“ (1.89 «—π vs 7.71 «—π) °“√„Àâ¬“·°âª«¥À≈—ß°“√ºà“μ—¥πâÕ¬°«à“ (0.25 dose vs 2 dose/√“¬) ¿“«–·∑√°´âÕπ
‡√◊ËÕß°“√μ‘¥‡™◊ÈÕπâÕ¬°«à“ (0 √“¬ vs 4 √“¬) ·≈–§à“„™â®à“¬√–À«à“ßÕ¬Ÿà‚√ßæ¬“∫“≈πâÕ¬°«à“ (12,615 vs 16,192 ∫“∑)

°≈à“«‚¥¬ √ÿª Cystolithotripsy ¡’¢âÕ‰¥â‡ª√’¬∫ Cystolithotomy „π‡√◊ËÕß‰¡à¡’·º≈μ‘¥μ—« §«“¡‡®Á∫ª«¥πâÕ¬
√–¬–‡«≈“πÕπ‚√ßæ¬“∫“≈ —Èπ ¿“«–·∑√°´âÕπ‡√◊ËÕß°“√μ‘¥‡™◊ÈÕμË”·≈–§à“„™â®à“¬∂Ÿ°≈ß ·μà§‘¥«à“¡’¢âÕ¥âÕ¬Õ¬Ÿà∫â“ß„π‡√◊ËÕß
∂â“π‘Ë«‚μ¡“° μâÕß„™â‡«≈“„π°“√ºà“μ—¥π“π Õ“»—¬‡§√◊ËÕß¡◊Õæ‘‡»…√“§“§àÕπ¢â“ß·æß ·≈–°“√‡√’¬π√ŸâΩñ°Ωπ®π™”π“≠„π°“√
ºà“μ—¥ Õ“®μâÕß„™â‡«≈“π“π°«à“°“√ºà“μ—¥·∫∫¥—Èß‡¥‘¡
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∫∑π”
ºŸâªÉ«¬‚√§π‘Ë«∑“ß‡¥‘πªí  “«–„π¿“§„μâ ·¡â¡’Õÿ∫—μ‘°“√≥å

μË” ÿ¥§◊Õ 1.1 μàÕª√–™“°√ 1,000 §π ‡∑’¬∫°—∫¿“§μ–«—π
ÕÕ°‡©’¬ß‡Àπ◊Õ  Ÿß ÿ¥§◊Õ 4.2 μàÕª√–™“°√ 1,000 §π[1] ·μà
°Á‡ªìπªí≠À“∑’Ëæ∫‰¥â ‰¡àπâÕ¬ ¢âÕ¡Ÿ≈‚√ßæ¬“∫“≈μ√—ßæ∫ºŸâªÉ«¬
π‘Ë« ªï æ.». 2545-2549 ‡©≈’Ë¬ 1,174 §π/ªï ‡ªìππ‘Ë«„π°√–‡æ“–
ªí  “«–§‘¥‡ªìπ 15 ‡ªÕ√å‡´Áπμå ‰¡àæ∫π‘Ë«„π°√–‡æ“–ªí  “«–
„π‡¥Á°‡≈¬ ́ ÷Ëß·μ°μà“ß®“°¢âÕ¡Ÿ≈¢Õß¿“§μ–«—πÕÕ°‡©’¬ß‡Àπ◊Õ
[2,3]

‚√§π‘Ë«„π°√–‡æ“–ªí  “«–¡—°æ∫√à«¡°—∫°“√Õÿ¥°—Èπ
∑“ßÕÕ°¢Õß°√–‡æ“–ªí  “«– ∂â“„πºŸâªÉ«¬™“¬°Á¡—°‡ªìπ®“°
μàÕ¡≈Ÿ°À¡“°‚μ  à«π„πºŸâªÉ«¬À≠‘ßÕ“®æ∫√à«¡°—∫∑àÕªí  “«–
μ’∫À√◊Õ°√–‡æ“–ªí  “«–‡ ◊ËÕ¡

°“√√—°…“π‘Ë«„π°√–‡æ“–ªí  “«–¢π“¥„À≠à°«à“ 2.5
‡´πμ‘‡¡μ√ ·μà‡¥‘¡¡—°μâÕßÕ“»—¬°“√ºà“μ—¥‡ªî¥·º≈ºà“π∑âÕß
πâÕ¬‡Õ“π‘Ë«ÕÕ° °“√ºà“μ—¥ àÕß°≈âÕßºà“π∑àÕªí  “«–°√Õπ‘Ë«
¡’∑”°—π∫â“ß„π‡¡◊Õß‰∑¬ ·μà¬—ß‰¡à·æ√àÀ≈“¬ ∫“ß ∂“∫—π„π
μà“ßª√–‡∑»∑”°“√ºà“μ—¥‡®“–ºà“πº‘«Àπ—ßμ√ß∑âÕßπâÕ¬‡¢â“‰ª
°√Õπ‘Ë«ÕÕ° À√◊Õ∑”√à«¡°—∫°“√ºà“μ—¥ àÕß°≈âÕßºà“π∑àÕ
ªí  “«–°Á‰¥âº≈‡ªìπ∑’Ëπà“æÕ„®[4,5]  ∫“ß√“¬ß“π∑”‰¥â‚¥¬
·§à©’¥¬“™“‡©æ“–∑’Ëμ√ß∑âÕßπâÕ¬·≈â«„™â«‘∏’‡®“–‡¢â“‰ª[6]
ºŸâªÉ«¬¡’·º≈‡≈Á° ‡®Á∫ª«¥πâÕ¬ πÕπ‚√ßæ¬“∫“≈ —Èπ °≈—∫‰ª
∑”ß“π‰¥â‡√Á« ·μà„π√“¬ß“ππ’È®–¢Õπ”‡ πÕ°“√√—°…“π‘Ë«„π
°√–‡æ“–ªí  “«–¢π“¥„À≠à ‚¥¬¡ÿàß‡πâπ„Àâ‡ªìπ°“√√—°…“
·∫∫ Minimally invasive surgery Õ¬à“ß·∑â®√‘ß §◊Õ
∑”‰¥â ‰¡à®”°—¥¢π“¥¢Õßπ‘Ë« ‰¡àμâÕß¡’·º≈ ‡®Á∫ª«¥πâÕ¬
πÕπ‚√ßæ¬“∫“≈ —Èπ ¿“«–·∑√° ấÕππâÕ¬ §à“„™â®à“¬∂Ÿ°≈ß
°≈—∫‰ª∑”ß“π‰¥â‡√Á« ‚¥¬π”‡ πÕ‡ª√’¬∫‡∑’¬∫°—∫«‘∏’°“√ºà“μ—¥
‡ªî¥·º≈·∫∫¥—Èß‡¥‘¡∑’Ë∑”°—π¡“

«‘∏’°“√»÷°…“
∑—Èß 2 °≈ÿà¡‡≈◊Õ°‡©æ“–ºŸâªÉ«¬∑’Ë¡’ vesical calculi

>2.5 cm. ·≈– ¡—§√„®ºà“μ—¥‡Õ“π‘Ë«ÕÕ°Õ¬à“ß‡¥’¬« ‚¥¬‰¡à
 ¡—§√„®ºà“μ—¥‡Õ“μàÕ¡≈Ÿ°À¡“°ÕÕ°¥â«¬ ‡æ√“–‡ªìπ°“√ºà“μ—¥

∑’Ë¡’§«“¡‡ ’Ë¬ß Ÿß°«à“
Cystolithotomy ‡°Á∫√«∫√«¡¢âÕ¡Ÿ≈ºŸâªÉ«¬μ—Èß·μà 1

¡°√“§¡ æ.». 2546 - 31 ∏—π«“§¡ æ.». 2547 ‰¥âºŸâªÉ«¬
∑—ÈßÀ¡¥ 31 √“¬ ≈—°…≥–°“√ºà“μ—¥‡ªî¥·º≈ low midline
À≈—ß°“√ºà“μ—¥∑ÿ°√“¬„ à foley catherter No. 22-24 fr
‰¡à«“ß drain ∑“ß·º≈Àπâ“∑âÕß

Cystolithotripsy ‡°Á∫¢âÕ¡Ÿ≈ºŸâªÉ«¬μ—Èß·μà 1 ¡°√“§¡
æ.». 2548 - 30 ¡‘∂ÿπ“¬π æ.». 2550 ‰¥âºŸâªÉ«¬∑—ÈßÀ¡¥ 36 √“¬
‡∑§π‘§°“√∑”ºà“μ—¥ ®–∑” cystoscope °àÕπ·≈â«„ à “¬
ureteric cath No. 6 F ª≈“¬Õ¬Ÿà„π bladder ºà“π  urethra
ÕÕ°¡“ ”À√—∫‡ªìπ guide ≈¥ trauma μÕπ„ à Amplatz
sheath ®“°π—Èπ®–„ à Amplatz sheath æ√âÕ¡  dilator ¢π“¥
26-30 Fr ºà“π urethra ‚¥¬¡’ ureteric cath ∑’Ë§“‰«â‡ªìπ
guide ‡¡◊ËÕ Amplatz sheath ‡¢â“„π bladder ·≈â«‡Õ“
dilator ·≈– guide ÕÕ° „™â nephroscope ¢π“¥  24 F
 àÕß‡¢â“‰ª°√Õπ‘Ë«ÕÕ°≈—°…≥–§≈â“¬°—∫°“√∑” PCNL  °“√
≈â“ßπ‘Ë«ÕÕ°∑”‚¥¬«‘∏’„™â cystoscope sheath §Ÿà°—∫ Ellik
irrigation, Toomy irrigation, Forcep, Three-pronged ≈â“ß
À√◊Õ®—∫π‘Ë«ÕÕ°¡“®ππ‘Ë«À¡¥∑ÿ°√“¬ À≈—ß°“√ºà“μ—¥®–§“ “¬
 «π‡∫Õ√å 18-22 Fr, film KUB À≈—ßºà“μ—¥·≈–‡Õ“ “¬ «π
ªí  “«–ÕÕ° 0-2 «—πÀ≈—ß°“√ºà“μ—¥ ®”Àπà“¬ºŸâªÉ«¬‡¡◊ËÕ‰¡à¡’‰¢â
ªí  “«–‰¥â¥’ ‰¡à¡’‡≈◊Õ¥ ’‡¢â¡ªπ

π”¢âÕ¡Ÿ≈∑—Èß 2 °≈ÿà¡¡“«‘‡§√“–Àå„π¥â“πÕÿ∫—μ‘°“√≥å  Õ“¬ÿ
ºŸâªÉ«¬  ¢π“¥π‘Ë«·≈–√–¬–‡«≈“ºà“μ—¥  √–¬–‡«≈“πÕπ
‚√ßæ¬“∫“≈ ¬“·°âª«¥∑’Ë„™â, stone  free  rate  ¿“«–
·∑√°´âÕπ ·≈–§à“„™â®à“¬√–À«à“ßÕ¬Ÿà ‚√ßæ¬“∫“≈

º≈°“√»÷°…“

 —¥ à«π‡æ»∑’Ë‡ªìππ‘Ë«

Cystolithotomy
Cystolithotripsy

™“¬ (§π)

27
30

À≠‘ß (§π)

4
6

 —¥ à«π

7:1
6:1
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√–¬–‡«≈“πÕπ‚√ßæ¬“∫“≈‡©≈’Ë¬

Cystolithotomy
Cystolithotripsy

®”π«π«—π

3-14
0-8

®”π«π«—π‡©≈’Ë¬

7.71
1.89

®”π«πºŸâªÉ«¬ (√“¬)

¢π“¥π‘Ë«·≈–®”π«πºŸâªÉ«¬

¢π“¥π‘Ë« 3.5 - 4.4
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1
2

2
1
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«‘®“√≥å
1. Õÿ∫—μ‘°“√≥å°“√‡°‘¥π‘Ë«„π°√–‡æ“–ªí  “«–¢Õß

‚√ßæ¬“∫“≈μ√—ß ¡’§«“¡™ÿ°„πºŸâ ŸßÕ“¬ÿ ·≈–æ∫„π‡æ»™“¬
¡“°°«à“‡æ»À≠‘ßª√–¡“≥ 6 μàÕ 1 ́ ÷Ëß·μ°μà“ß®“°æ◊Èπ∑’Ë¿“§
μ–«—πÕÕ°‡©’¬ß‡Àπ◊Õ∑’Ëæ∫¡“°„π‡¥Á° «—¬∑”ß“π «—¬ ŸßÕ“¬ÿ
´÷Ëß “‡ÀμÿÀ≈—°§ß‡ªìπ‡æ√“–°“√‡°‘¥π‘Ë«π—Èπ  —¡æ—π∏å°—∫‚√§
μàÕ¡≈Ÿ°À¡“°´÷Ëßæ∫‰¥â¡“°¢÷Èπ„π§π ŸßÕ“¬ÿ™“¬

2. ¢π“¥π‘Ë«·≈–√–¬–‡«≈“ºà“μ—¥ ‰¡à¡’º≈·μ°μà“ß°—π
„π°“√∑” Cystolithotomy ·μà„π°“√∑” Cystolithotripsy

¢π“¥π‘Ë«∑’Ë‡æ‘Ë¡¢÷Èπ √–¬–‡«≈“°“√ºà“μ—¥π“π¢÷Èπ‡ªìπ∑«’§Ÿ≥
§ß‡ªìπ‡æ√“–≈—°…≥–ß“πºà“μ—¥°√Õπ‘Ë« ¬‘Ëßª√‘¡“μ√π‘Ë«¡“°
μâÕß„™â‡«≈“¡“°μ“¡‰ª¥â«¬ ‰¡à‡À¡◊Õπ°“√ºà“μ—¥‡ªî¥·º≈´÷Ëß
‡ªìπ‡æ’¬ß°“√À¬‘∫π‘Ë«ÕÕ°¡“ ¢π“¥®÷ß‰¡à¡’º≈μàÕ√–¬–‡«≈“
ºà“μ—¥ „π°“√»÷°…“π’È∑—Èß 2 °≈ÿà¡ √–¬–‡«≈“‡©≈’Ë¬„π°“√ºà“μ—¥
‰¡à·μ°μà“ß°—πμ“¡ ∂‘μ‘ §ß‡ªìπ‡æ√“–ºŸâªÉ«¬ à«π„À≠à¢Õß°“√
»÷°…“π’È¡’π‘Ë«¢π“¥ 3-4 ‡´πμ‘‡¡μ√ ´÷Ëß„™â‡«≈“„π°“√ºà“μ—¥
‰¡àμà“ß°—∫°“√ºà“μ—¥·∫∫‡ªî¥·º≈ ·μà‡™◊ËÕ«à“∂â“π‘Ë«¡’¢π“¥
„À≠à¢÷Èπ √–¬–‡«≈“„π°“√ºà“μ—¥§ß·μ°μà“ß°—πÕ¬à“ß™—¥‡®π

1. √–¬–‡«≈“ºà“μ—¥ (π“∑’)
2. √–¬–‡«≈“πÕπ‚√ßæ¬“∫“≈ («—π)
3. ¬“·°âª«¥∑’ËμâÕß„™â©’¥ (dose)
4. §à“„™â®à“¬‡©≈’Ë¬ (∫“∑)

T - Test

¢âÕ¡Ÿ≈
Cystolithotomy

Q1

32 + 7.44
7.71 + 2.71
2.06 + 1.79

16134.48 + 6974.76

Cystolithotripsy
Q2

P-Value

35.03 + 10.73
2.00 + 1.82
0.29 + 0.59

12029.13 + 7045.52

0.970
0.024*
0.010*
0.010*

* P-value <0.05

¬“·°âª«¥∑’ËμâÕß©’¥

Cystolithotomy
Cystolithotripsy

®”π«πºŸâªÉ«¬ (√“¬)

27 „π 31
4 „π 36

dose/√“¬

0-9
9

‡©≈’Ë¬

2
0.25

Stone free rate: KUB 24 hr À≈—ßºà“μ—¥ = 100% ∑—Èß 2 °≈ÿà¡

¿“«–·∑√°´âÕπ

Cystolithotomy
Cystolithotripsy

Bleeding

-
-

Infection

4
-

Retention

3
2

Residual stone

-
-

Ruptured

-
-

§à“„™â®à“¬‡©≈’Ë¬√–À«à“ßπÕπ‚√ßæ¬“∫“≈ (§‘¥®“°∞“π§à“ operation ∑’Ë‡∑à“°—π §◊Õ 5,000 ∫“∑)

Cystolithotomy
Cystolithotripsy

§à“„™â®à“¬

9,065-43,054
8,919-40,355

§à“„™â®à“¬ (∫“∑/√“¬)

16,192
12,615
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3. º≈¥’¢Õß Cystolithotripsy ¡’¢âÕ‰¥â‡ª√’¬∫°—∫
°≈ÿà¡ Cystolithotomy Õ¬à“ß¡’π—¬ ”§—≠ ‡™àπ √–¬–‡«≈“πÕπ
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§◊Õ¡’·º≈°—∫‰¡à¡’·º≈π—Èπ‡Õß

Conclusion
Cystolithotripsy ¡’¢âÕ‰¥â‡ª√’¬∫«‘∏’ºà“μ—¥‡ªî¥·º≈·∫∫

¥—Èß‡¥‘¡§◊Õ
1. ‰¡à¡’·º≈μ‘¥μ—« ‡®Á∫ª«¥πâÕ¬
2. √–¬–‡«≈“°“√πÕπ‚√ßæ¬“∫“≈ —Èπ (2 «—π/8 «—π)

√«¡∂÷ß°≈—∫‰ª∑”ß“π‰¥â‡√Á«
3. ¿“«–·∑√°´âÕπμË” ‰¡à¡’ wound infection

4. §à“„™â®à“¬„π à«π¢Õß‚√ßæ¬“∫“≈ (12,615/16,192
∫“∑) ·≈–ºŸâªÉ«¬∂Ÿ°≈ß

¡’¢âÕ¥âÕ¬„π∫“ß‡√◊ËÕß
1. μâÕßÕ“»—¬‡§√◊ËÕß¡◊Õæ‘‡»…√“§“§àÕπ¢â“ß·æß
2. °“√‡√’¬π√Ÿâ·≈–Ωñ°Ωπ®π™”π“≠ „™â‡«≈“π“π°«à“

°“√ºà“μ—¥·∫∫‡ªî¥·º≈
3. ∂â“π‘Ë«¢π“¥„À≠à¡“° °“√ºà“μ—¥μâÕß„™â‡«≈“π“π
Õ¬à“ß‰√°Áμ“¡‡¡◊ËÕª√–‡¡‘π‚¥¬√«¡·≈â« Cystolitho-

tripsy §ß‡ªìπ«‘∏’√—°…“ VC ∑’Ë¥’∑’Ë ÿ¥„πªí®®ÿ∫—π ·≈–  Cystoli-
thotomy §ß¡’°“√„™âπâÕ¬≈ß‰ª‡√◊ËÕ¬Ê

 ”À√—∫‚√ßæ¬“∫“≈μ√—ß·≈â«μ—Èß‡ªÑ“°“√ºà“μ—¥·∫∫‡ªî¥
·º≈ ”À√—∫π‘Ë«„π°√–‡æ“–ªí  “«–‰«â ‰¡à‡°‘π  1  ‡ªÕ√å‡ Á́πμå
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√“¬ß“πºŸâªÉ«¬: Atypical Case of Ureteral
Obstruction from Retroperitoneal Fibrosis

∫ÿ≠‡≈‘» ‡≈‘»»ÿ¿°ÿ≈ æ.∫.

π‘æπ∏åμâπ©∫—∫

Abstract
Purpose: The study contained herein was undertaken to report an original case of retroperitoneal

fibrosis that resembled ureterovesical junction (UVJ) stone symptomatically.

Method: Reported is a case of retroperitoneal fibrosis with a brief literature review of the topic.

Result: Although many forms of retroperitoneal fibrosis have been reported. Compression of left
ureter, with dysuria and flank pain as a chief complaint, made this case presentation. Although antegrade
pyelogram finding supported the diagnosis of ureteral obstruction, an exploratory laparotomy
nephroureterectomy was done.

Conclusion: Retroperitoneal fibrosis may mimic UVJ stone symptomatically. When differentiating the
cause of ureteral obstruction, retroperitoneal fibrosis should be kept in mind.

Keywords: retroperitoneal fibrosis, ureteral obstruction
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∫∑π”
Retroperitoneal fibrosis (RPF) ‡ªìπ‚√§∑’Ëæ∫‰¡à∫àÕ¬

æ∫§√—Èß·√°„πªï §.».1948[1] Õ—μ√“°“√‡°‘¥™“¬:À≠‘ß 2-3:1
Õ“¬ÿ∑’Ëæ∫∫àÕ¬ 30-60 ªï[2]   2 „π 3 ‰¡à∑√“∫ “‡Àμÿ¢Õß°“√
‡°‘¥  à«π∑’Ë‡À≈◊Õ‡°‘¥®“°√–∫∫¿Ÿ¡‘§ÿâ¡°—π[3] ‚¥¬æ∫ inflamma-
tory fibrous process √Õ∫ÊÀ≈Õ¥‡≈◊Õ¥„À≠à·≈–Õ«—¬«–
μà“ßÊ∫√‘‡«≥ retroperitoneum  à«π„À≠à¡—°®–‡ªìπ√–À«à“ß
À≈Õ¥‡≈◊Õ¥∑’Ë‡≈’È¬ß‰μ∑—Èß Õß¢â“ß°—∫°√–¥Ÿ°°âπ°∫ ∑”„Àâ‡°‘¥
¿“«– obstructive hydronephrosis[4,5] ®“°°“√Õÿ¥μ—π∑àÕ‰μ
∑—Èß Õß¢â“ß ∫“ß§√—ÈßÕ“®¡’º≈μàÕμ—∫ÕàÕπ, ≈”‰ â‡≈Á° à«πμâπ,
mediastinum[6,7]  ·≈–æ∫«à“¡’ à«π‡°’Ë¬«¢âÕß°—∫¿“«–
sclerosing cholangitis, orbital pseudotumor, chronic
thyroiditis[8,9] ∑”„Àâ¡’Õ“°“√· ¥ß∑’Ë·μ°μà“ß°—π‰ª

∫∑§«“¡π’È®–π”‡ πÕºŸâªÉ«¬ RPF ∑’Ë¡“¥â«¬∑“ß‡¥‘π
ªí  “«–Õÿ¥μ—π ÷́ËßÕ“°“√·≈–º≈‡Õ°´‡√¬å‰¡à‡À¡◊ÕπºŸâªÉ«¬
√“¬Õ◊ËπÊ∑—Ë«‰ª

√“¬ß“πºŸâªÉ«¬
ºŸâªÉ«¬™“¬‚ ¥ Õ“¬ÿ 59 ªï ¿Ÿ¡‘≈”‡π“Õ”‡¿Õ∑ÿàß ß ®—ßÀ«—¥

π§√»√’∏√√¡√“™  ¡“¥â«¬Õ“°“√ª«¥‡Õ«∑—Èß 2 ¢â“ß ª«¥√â“«
≈ß≈Ÿ°Õ—≥±–¢â“ß¢«“  ªí  “«–∫àÕ¬  ·≈–· ∫¢—¥ ‡ªìπÊ À“¬Ê
¡“ª√–¡“≥ 4 ‡¥◊Õπ ‰¡à‡§¬‰ª√—°…“∑’Ë‰Àπ¡“°àÕπ ¡’‚√§
ª√–®”μ—«‡ªìπ‡∫“À«“π ·≈–∂ÿß≈¡‚ªÉßæÕß√—∫ª√–∑“π¬“‡ªìπ
ª√–®” ªØ‘‡ ∏ª√–«—μ‘ª√– ∫Õÿ∫—μ‘‡ÀμÿÀ√◊Õºà“μ—¥„π™àÕß∑âÕß
‡§¬ Ÿ∫∫ÿÀ√’Ë¡“ª√–¡“≥ 20 ªï À¬ÿ¥ Ÿ∫∫ÿÀ√’Ë¡“ 4 ªï

°“√μ√«®√à“ß°“¬ ‰¡àæ∫ ‘Ëßº‘¥ª°μ‘ °“√μ√«®∑“ßÀâÕß
ªØ‘∫—μ‘°“√‰¥âº≈¥—ßπ’È

CBC: hemoglobin 10.9 g/dl, hematocrit 33%,
WBC 11,500 cell/cu.mm., PMN 66%, Lymphocyte
16%, Monocyte 7%, Eosinophil 11%, Platelet ade-
quate

UA  yellow, turbid, Sp.gr. 1.013, protein 2+, glu-
cose negative, WBC 0-1 celll/HPF, RBC 3-5 cell/HPF

BUN 9 mg/dl, Creatinine 1.7 mg/dl ‡Õ°´‡√¬å
ªÕ¥·≈–§≈◊Ëπ‰øøÑ“À—«„®Õ¬Ÿà„π‡°≥±åª°μ‘

ºŸâªÉ«¬‰¥â√—∫°“√μ√«®‡Õ°´‡√¬å KUB (√Ÿª∑’Ë 1) ·≈– IVP
(√Ÿª∑’Ë 2) æ∫ right ureterovesical junction (UVJ) stone,
normal excretion right kidney, marked hydronephro-
sis and hydroureter with delayed excretion left

kidney. ‰¥â∑” bilateral retrograde pyelogram (RP)
(√Ÿª∑’Ë 3) ®“°°“√ àÕß°≈âÕßæ∫ right UVJ stone with
partial obstruction, moderate hydroureter and hydro-
nephrosis ·μà‰¡à “¡“√∂∑” RP ¢â“ß´â“¬‰¥â „Àâ°“√«‘π‘®©—¬
‡∫◊ÈÕßμâπ‡ªìπ right UVJ stone and left hydroureter,
hydronephrosis ºŸâªÉ«¬‰¥â√—∫°“√∑” right ureteroreno-
scope (URS) litholapraxy with retained right ureteric

√Ÿª∑’Ë 2

√Ÿª∑’Ë 1
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catheter ·μà left URS ‰¡à “¡“√∂ àÕß°≈âÕß¢÷Èπ‰ª‰¥â ®÷ß∑”
left percutaneous nephrostomy (PCN) À≈—ß∑”ªí  “«–
ÕÕ°∑“ß “¬ PCN «—π≈– 200-300 ≈∫.´¡./«—π

1  —ª¥“ÀåμàÕ¡“‰¥â©’¥ ’ antegrade pyelogram (√Ÿª
∑’Ë 4) ¢â“ß´â“¬ æ∫«à“¡’ left middle ureteric obstruction,
U/S abdomen æ∫ normal liver, left hydroureter,
hydronephrosis, soft tissue mass at left mid-distal
ureter ¡’·ºπ°“√®– àßμ√«® CT abdomen μàÕ ·μà¢≥–
π—Èπ‡§√◊ËÕß CT ‡ ’¬  ®÷ß∑”°“√ºà“μ—¥ exploratory laparo-
tomy ‡æ◊ËÕ„Àâ ‰¥â°“√«‘π‘®©—¬∑’Ë·πàπÕπ ¢≥–ºà“μ—¥æ∫ retro-
peritoneal mass √Õ∫Ê ∑àÕ‰μ¢π“¥ª√–¡“≥ 4 ‡´πμ‘‡¡μ√
®÷ß àß frozen section º≈™‘Èπ‡π◊ÈÕ√“¬ß“π«à“‡ªìπ necrotic
tissue ®÷ß∑”ºà“μ—¥ left neprhroureterectomy ‡æ√“–§‘¥«à“
‰μ¢â“ß´â“¬ªí  “«–ÕÕ°πâÕ¬ (200-300 ≈∫.´¡./«—π) ÷́Ëßº≈
™‘Èπ‡π◊ÈÕ„π¿“¬À≈—ß√“¬ß“π«à“‡ªìπ sclerosing retroperito-
neal fibrosis À≈—ßºà“μ—¥¡’ªí  “«–ÕÕ°¥’ μ‘¥μ“¡º≈ crea-
tinine ‡∑à“°—∫ 2.9 mg/dl À≈—ßºŸâªÉ«¬°≈—∫∫â“π‰¥â π—¥
μ‘¥μ“¡Õ“°“√∑ÿ° 1-3 ‡¥◊Õπ æ∫«à“Õ“°“√ª°μ‘ μ‘¥μ“¡°“√
∑”ß“π¢Õß‰μ creatinine Õ¬Ÿà„π™à«ß 2.5-3.3 mg/dl ·≈–
Õ—≈μ√“´“«π¥å™àÕß∑âÕß-√–∫∫∑“ß‡¥‘πªí  “«–‡ªìπ√–¬–
æ∫‰μ¢â“ß¢«“‰¡à¡’°“√‡ª≈’Ë¬π·ª≈ß®“°‡¥‘¡ ‰¡à¡’ hydroureter,
hydronephrosis ∑—Èßπ’È‡æ◊ËÕ‡ªìπ°“√‡ΩÑ“μ‘¥μ“¡«à“®–‡°‘¥
RPF ‰ª°¥‡∫’¬¥∑àÕ‰μ¢â“ß¢«“Õ’°À√◊Õ‰¡à

√Ÿª∑’Ë 3

μ“√“ß∑’Ë 1

Main presenting clinical signs and symptoms of
idiopathic retroperitoneal fibrosis
ë Pain-eg, abdominal, flank, back
ë Constitutional symptoms-eg, fatigue, anorexia, weight

loss, fever
ë Hydrocele, varicocele, or testicular pain
ë Deep vein thrombosis
ë Polyuria or frequency, or both
ë Claudication
ë Leg edema
ë Constipation
ë Oliguria
ë Dysuria
ë Hematuria

√Ÿª∑’Ë 4

«‘®“√≥å
RPF ¡—°®–¡“¥â«¬Õ“°“√μà“ßÊ ´÷Ëß “¡“√∂·∫àß‡ªìπ

2 °≈ÿà¡§◊Õ °≈ÿà¡Õ“°“√‡©æ“–∑’Ë ·≈–°≈ÿà¡Õ“°“√∑—Ë«‰ª
°≈ÿà¡Õ“°“√‡©æ“–∑’Ë (localized symptoms) ‡°‘¥®“°

‡π◊ÈÕ¢Õß RPF °¥∑—∫À√◊Õ‡∫’¬¥Õ«—¬«–¢â“ß‡§’¬ß∑”„Àâ‡°‘¥
Õ“°“√ª«¥‡Õ« À≈—ß ·≈–Àπâ“∑âÕß (μ“√“ß∑’Ë 1)[8,10,11,
12,13] ª«¥·∫∫μ◊ÈÕÊ μ≈Õ¥‡«≈“ Õ“°“√ª«¥‰¡à —¡æ—π∏å°—∫
°“√‡§≈◊ËÕπ‰À«À√◊Õ°“√°¥Àπâ“∑âÕß ¬°‡«âπ°âÕπ¢Õß RPF ‰ª
°¥∑—∫À√◊Õ‡∫’¬¥∑àÕ‰μ®–∑”„Àâ¡’Õ“°“√ª«¥‡ªìπæ—°Ê‰¥â ÷́Ëß
‡ªìπÕ“°“√∑’Ëæ∫‰¥â∫àÕ¬
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°≈ÿà¡Õ“°“√∑—Ë«‰ª (systemic symptoms) ‡°‘¥®“°
√–∫∫¿Ÿ¡‘§ÿâ¡°—π∑”„Àâ‡°‘¥Õ“°“√ÕàÕπ‡æ≈’¬ ‰¢âμË”Ê §≈◊Ëπ‰ â
Õ“‡®’¬π ‡∫◊ËÕÕ“À“√ ª«¥‡¡◊ËÕ¬μ“¡μ—«[10] Õ“°“√‡À≈à“π’È
¡—°®–‡ªìπÊÀ“¬Ê ·≈–¡—°¡’Õ“°“√· ¥ß·∫∫‡©æ“–∑’Ë√à«¡¥â«¬

°“√μ√«®√à“ß°“¬®–æ∫Õ“°“√· ¥ß∑’Ë·μ°μà“ß°—π ‡™àπ
‡§“–‡®Á∫∫√‘‡«≥∑âÕß ‡Õ«À√◊ÕÀ≈—ß §≈”°âÕπ‰¥â„π∑âÕß·≈–‡®Á∫
À√◊ÕÕ“®μ√«®æ∫ periumbilical bruit ‡π◊ËÕß®“°À≈Õ¥‡≈◊Õ¥
·¥ß„À≠à¢¬“¬¢π“¥[14]

‡π◊ËÕß®“°Õ“°“√ Õ“°“√· ¥ß∑’Ë‰¡à‡©æ“–‡®“–®ß∑”„Àâ
°“√«‘π‘®©—¬ RPF §àÕπ¢â“ß¬“°‡™àπ‡¥’¬«°—∫ºŸâªÉ«¬√“¬π’È Õ“°“√
ª«¥‡Õ« ªí  “«–∫àÕ¬ ·≈–· ∫¢—¥ ∑”„Àâ ‰¡à “¡“√∂·¬°
 “‡Àμÿ¢Õß°“√Õÿ¥μ—π¢Õß∑àÕ‰μ‰¥â ®÷ß„™â°“√ ◊∫§âπ∑“ß√—ß ’
‡¢â“¡“™à«¬ ‡√‘Ë¡®“°Õ—≈μ√â“´“«π¥å ‚¥¬‡©æ“–ºŸâªÉ«¬∑’Ë¡’°“√
§—Ëß¢Õß¢Õß‡ ’¬®–æ∫«à“¡’ hypoechoic À√◊Õ isoechoic
mass ‰ª°¥‡∫’¬¥∑àÕ‰μ∑”„Àâ∑àÕ‰μ·≈–‰μ∫«¡πÈ”®–‡ªìπ
¢â“ß‡¥’¬«À√◊Õ∑—Èß Õß¢â“ß°Á‰¥â °“√©’¥ ’¥Ÿ°“√∑”ß“π¢Õß‰μ
(IVP) ¡—°æ∫«à“ºŸâªÉ«¬ RPF ®–¡’ triad of medial devia-
tion (L3-L5)[16-18], extrinsic compression of ureter
·≈– hydronephrosis[15] ·μà≈—°…≥–¥—ß°≈à“«°Áæ∫‰¥â„π
ºŸâªÉ«¬‡π◊ÈÕßÕ°¢Õß∑àÕ‰μ °“√Õ—°‡ ∫∫√‘‡«≥πÕ°™àÕß∑âÕß ·≈–
μàÕ¡πÈ”‡À≈◊Õß∑’Ë‚μ πÕ°®“°π’È≈—°…≥–∑àÕ‰μ∑’Ë‡∫’Ë¬ß‡¢â“°≈“ß
π’È¬—ßæ∫‰¥â„πª√–™“°√∑—Ë«‰ª∂÷ß 20%[16]

ºŸâªÉ«¬√“¬π’È∑” IVP æ∫ right UVJ stone, normal
excretion right kidney, marked hydronephrosis-
hydroureter and delayed excretion left kidney ‰¡à‡ÀÁπ®ÿ¥
Õÿ¥μ—π™—¥‡®π ®÷ß∑” RP ‡æ◊ËÕ¥Ÿμ”·ÀπàßÕÿ¥μ—π·μà∑”‰¡à‰¥â„π
¢â“ß´â“¬ ‰¥â‡ª≈’Ë¬π∑” URS ‡æ◊ËÕ‡Õ“π‘Ë«¢â“ß¢«“ÕÕ° ¥Ÿμ”·Àπàß
Õÿ¥μ—π¢â“ß ấ“¬æ√âÕ¡°—∫μ—¥™‘Èπ‡π◊ÈÕ‰ªæ‘ Ÿ®πå ·μà‰¡à “¡“√∂
„ à‡§√◊ËÕß¡◊Õ‡¢â“∂÷ßμ”·Àπàßæ¬“∏‘ ¿“æ„π¢â“ß´â“¬‰¥â ®÷ß∑”
left PCN ‡æ◊ËÕ·°â„¢¿“«–‰μ∫«¡πÈ”æ√âÕ¡©’¥ ’À“μ”·Àπàß
Õÿ¥μ—π æ∫«à“¡’°“√Õÿ¥μ—π∫√‘‡«≥™à«ß°≈“ß∑àÕ‰μ Õ—≈μ√“´“«π¥å
™àÕß∑âÕß-√–∫∫∑“ß‡¥‘πªí  “«–æ∫ normal liver, left
hydroureter, hydronephrosis, soft tissue mass at left
mid-distal ureter ¡’·ºπ°“√®– àßμ√«® CT abdomen μàÕ
·μà¢≥–π—Èπ‡§√◊ËÕß CT ‡ ’¬ ‡π◊ËÕß®“°°“√∑”ß“π¢Õß‰μ´â“¬
≈¥≈ß ªí  “«–ÕÕ°∑“ß left nephrostomy tube 200-300
≈∫.´¡./«—π ‰¡à∑√“∫ “‡Àμÿ¢Õß°“√Õÿ¥μ—π ·≈– ß —¬«à“Õ“®
‡ªìπ¡–‡√Áß ®÷ß∑”°“√ºà“μ—¥æ√âÕ¡ àß frozen section º≈‡ªìπ
necrotic tissue ®÷ßμ—¥ ‘π„®∑” left nephroureterectomy

‡æ√“–§‘¥«à“‰μ¢â“ß¢«“‰¥â√—∫°“√·°â‰¢·≈–∑”ß“π‡ªìπª°μ‘ ‰μ
´â“¬∑”ß“π≈¥≈ß °“√μ—¥‰μ ấ“¬‰¡àπà“®–∑”„Àâ¢Õß‡ ’¬„π
√à“ß°“¬§—Ëß º≈™‘Èπ‡π◊ÈÕ„π¿“¬À≈—ß‡ªìπ retroperitoneal fibrosis

ºŸâªÉ«¬√“¬π’È∑”„ÀâºŸâ‡¢’¬π‡√’¬π√Ÿâ«à“®“°≈—°…≥–‡Õ°´‡√¬å
¥—ß°≈à“«μâÕß¡’¿“«– RPF Õ¬Ÿà„π°“√«‘π‘®©—¬·¬°‚√§¥â«¬ ∂÷ß
·¡â‚√§π’È®–¡’Õÿ∫—μ‘°“√‡æ’¬ß 0.1:100,000 §π/ªï[17] ºŸâªÉ«¬
√“¬π’È§«√‰¥â√—∫°“√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å·≈–§≈◊Ëπ·¡à
‡À≈Á°‰øøÑ“°àÕπ°“√ºà“μ—¥ ∂â“‡ªìπ RPF ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å
®–‡ÀÁπ‡ªìπ homogenous plaque, isodense with muscle,
Õ¬Ÿà≈âÕ¡√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß„À≠à À≈Õ¥‡≈◊Õ¥ iliac ·≈–¡—°
®–≈âÕ¡√Õ∫∑àÕ‰μ·≈–À≈Õ¥‡≈◊Õ¥¥”„À≠à¥â«¬[15,18] ÷́Ëß®–
‰¡à‡À¡◊ÕπºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√Áß¢Õß∫√‘‡«≥π’È∑’Ë‡ÀÁπ°âÕπ‡π◊ÈÕ‡∫’¬¥
À≈Õ¥‡≈◊Õ¥·¥ß„À≠à‰ª∑“ß¥â“πÀπâ“ ∑àÕ‰μ‰ª∑“ß¥â“π¢â“ß
 à«π°“√μ√«®¥â«¬§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“„πºŸâªÉ«¬ RPF ®–‡ÀÁπ
‡ªìπ hypodense „π T1  à«π T2 ®–‡ÀÁπ‡ªìπ hyperdense
‡π◊ËÕß®“°‡π◊ÈÕ‡¬◊ËÕ∑’Ë∫«¡·≈–¡’‡ âπ‡≈◊Õ¥¡“‡≈’È¬ß‡ªìπ®”π«π
¡“°[15,18] ·μà®–‡ÀÁπ«à“‡ªìπ inhomogenous mass „π
T2 °√≥’∑’ËºŸâªÉ«¬‡ªìπ¡–‡√Áß[19] ·≈–§«√®–‡®“–‡Õ“°âÕπ‡π◊ÈÕ‰ª
μ√«®∑“ßæ¬“∏‘‚¥¬∑”¿“¬„μâ‡§√◊ËÕßÕ—≈μ√â“´“«π¥å ‡Õ°´‡√¬å
§Õ¡æ‘«‡μÕ√å À√◊Õ§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ °√≥’‡®“–™‘Èπ‡π◊ÈÕ¡“
μ√«®‰¡à‰¥â·≈– ß —¬«à“Õ“®‡ªìπ¡–‡√Áß§«√ºà“μ—¥‡æ◊ËÕ„Àâ ‰¥â
™‘Èπ‡π◊ÈÕ·≈–∑” ureterolysis æ√âÕ¡°—π‰ª‡≈¬„π°√≥’∑’Ë‡ªìπ
RPF[11]  à«π°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√®–æ∫«à“¡’°“√‡æ‘Ë¡
¢÷Èπ¢Õß ESR ·≈– C-reactive protein 80-100% „πºŸâªÉ«¬
RPF[10,13]

Corticosteroid ‡ªìπ¬“∑’Ë™à«¬≈¥Õ“°“√, ¢π“¥¢Õß°âÕπ
·≈–Õ“°“√¢â“ß‡§’¬ß¢Õß°“√Õÿ¥μ—π„π√–∫∫μà“ßÊ[4,8,11,13]
°√≥’∑’ËºŸâªÉ«¬‰¡àμÕ∫ πÕßμàÕ corticosteroid Õ“®„™â¬“‡§¡’
∫”∫—¥‡™àπ cyclophosphamide, azathioprine[20], metho-
trexate[21], cyclosporin[22] πÕ°®“°π’È¬—ß¡’°“√„™â tamo-
xifen[23,24] „π°√≥’∑’Ë„™â corticosteroid À√◊Õ‡§¡’∫”∫—¥
·≈â«¬—ß‰¡à¥’¢÷Èπ ·μà∂â“„™â¬“°≈ÿà¡¥—ß°≈à“«·≈â«Õ“°“√¬—ß‰¡à¥’¢÷Èπ
Õ“®μâÕßæ‘®“√≥“∑” ureterolysis[14]

 √ÿª
ºŸâªÉ«¬ RPF √“¬π’È¡“¥â«¬Õ“°“√ª«¥‡Õ«§≈â“¬§≈÷ß

ºŸâªÉ«¬π‘Ë«„π∑àÕ‰μ à«πª≈“¬ º≈‡Õ°´‡√¬å IVP, RP ·≈– ante-
grade pyelogram ‰¡à‡ªìπ≈—°…≥–∑’Ëæ∫‰¥â„πºŸâªÉ«¬ RPF
∑—Ë«‰ª §◊Õ ¡—°‡ªìπ 2 ¢â“ß μ”·Àπàß∑àÕ‰μ∑’Ë¡’ medial devia-
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tion ¡—°®–Õ¬Ÿà∑’Ë√–¥—∫ L3-L5 ·μàºŸâªÉ«¬√“¬π’È¡’æ¬“∏‘ ¿“æ¢â“ß
´â“¬¢â“ß‡¥’¬«·≈–≈ß¡“∂÷ß∫√‘‡«≥ sacrum ∑”„Àâ¬“°„π°“√
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º≈¢Õß°“√ºà“μ—¥ Retropubic Radical
Prostatectomy „πºŸâªÉ«¬¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
¢Õß‚√ßæ¬“∫“≈»‘√‘√“™

ª√–æπ∏å ‡ªïò¬¡Õπ—πμå æ.∫.,  ÿπ—¬ ≈’«—π· ß∑Õß æ.∫.,
 ÿ™“¬  ÿπ∑√“¿“ æ.∫., ‰™¬¬ß§å π«≈¬ß æ.∫.,
 ‘∑∏‘æ√ »√’π«≈π—¥ æ.∫., ∏«—™™—¬ ∑«’¡—Ëπ§ß∑√—æ¬å æ.∫.,
∫√√≥ ‘∑∏‘Ï ‰™¬ª√– ‘∑∏‘Ï æ.∫., ∏’√–æ≈ Õ¡√‡«™ ÿ°‘® æ.∫.,
Õπÿæ—π∏å μ—πμ‘«ß»å æ.∫., æ‘™—¬ »ÿ®‘®—π∑√√—μπå æ.∫.

π‘æπ∏åμâπ©∫—∫

∫∑§—¥¬àÕ
«—μ∂ÿª√– ß§å: °“√ºà“μ—¥ Retropubic radical prostatectomy ¬—ß§ß‡ªìπ°“√√—°…“∑’Ë‡ªìπ¡“μ√∞“π„πºŸâªÉ«¬¡–‡√Áß

μàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ (localized prostate cancer) «—μ∂ÿª√– ß§å¢Õß°“√«‘®—¬π’È§◊Õ‡æ◊ËÕ»÷°…“º≈¢Õß°“√ºà“μ—¥
Retropubic radical prostatectomy „π‚√ßæ¬“∫“≈»‘√‘√“™

°≈ÿà¡»÷°…“·≈–°“√¥”‡π‘π°“√»÷°…“: √–À«à“ßªï æ.». 2542-2549 ºŸâªÉ«¬ 345 √“¬ ∑’Ë«‘π‘®©—¬«à“‡ªìπ¡–‡√ÁßμàÕ¡
≈Ÿ°À¡“°‰¥â√—∫°“√ºà“μ—¥ Radical prostatectomy ∑’Ë√æ.»‘√‘√“™ ‰¥â√—∫°“√ª√–‡¡‘π√–¬–¢Õß‚√§∑“ß§≈‘π‘°, §à“ prostate-
specific antigen (PSA) °àÕπºà“μ—¥, Gleason score, º≈∑“ßæ¬“∏‘«‘∑¬“ °“√μ‘¥μ“¡À≈—ßºà“μ—¥ ·≈–«‘‡§√“–ÀåÕ—μ√“°“√
√Õ¥™’«‘μ¢ÕßºŸâªÉ«¬

º≈°“√»÷°…“: ®“°ºŸâªÉ«¬∑’Ë¡’¢âÕ¡Ÿ≈∑—ÈßÀ¡¥ 327 √“¬æ∫«à“ 61.6% ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ (localized
disease), 33.2% ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë (locally advanced disease)·≈– 5.2% ‡ªìπ¡–‡√Áß
μàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡ (metastatic disease) ‚¥¬æ∫«à“‚Õ°“ „π°“√∑’Ë®–‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–‡√‘Ë¡μâπ‡∑à“°—∫
72.4% À“°§à“ PSA °àÕπºà“μ—¥πâÕ¬°«à“À√◊Õ‡∑à“°—∫ 10 ng/ml, 56.1% À“°§à“ PSA °àÕπºà“μ—¥‡∑à“°—∫ 10-50 ng/ml,
23.1% À“°§à“ PSA °àÕπºà“μ—¥¡“°°«à“ 50 ng/ml ‚¥¬ºŸâªÉ«¬∑’Ë¡“μ‘¥μ“¡°“√√—°…“π“π∑’Ë ÿ¥ 101 ‡¥◊Õπ (¡—∏¬∞“π
43 ‡¥◊Õπ) æ∫«à“ºŸâªÉ«¬ 137 √“¬ (41.9%) ‰¥â√—∫°“√√—°…“‡ √‘¡ (adjuvant therapy) Õ—μ√“°“√√Õ¥™’«‘μ‡©æ“–‚√§ ∑’Ë 5 ªï
(Cancer-specific survival) ¢ÕßºŸâªÉ«¬„π°≈ÿà¡∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ ·≈–¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡
‡©æ“–∑’Ë‡∑à“°—∫ 100% ·≈– 94.1% μ“¡≈”¥—∫

 √ÿªº≈°“√»÷°…“: º≈¢Õß°“√ºà“μ—¥ Retropubic radical prostatectomy ¢Õß‚√ßæ¬“∫“≈»‘√‘√“™ ‰¥âº≈¥’∑—Èß„π
·ßà¢ÕßÕ—μ√“°“√√Õ¥™’«‘μ Õ—μ√“°“√√Õ¥™’«‘μ‡©æ“–‚√§ ÷́Ëßº≈≈—æ∏å∑’Ë‰¥â„°≈â‡§’¬ß°—∫√“¬ß“π°“√»÷°…“¢Õßª√–‡∑»∑“ß
μ–«—πμ°

 “¢“»—≈¬»“ μ√å¬Ÿ‚√«‘∑¬“ ¿“§«‘™“»—≈¬»“ μ√å §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈ ¡À“«‘∑¬“≈—¬¡À‘¥≈ °√ÿß‡∑æ¡À“π§√œ
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∫∑π”
„πªí®®ÿ∫—π°“√ºà“μ—¥ Radical prostatectomy ∂◊Õ«à“

‡ªìπ°“√√—°…“∑’Ë‡ªìπ¡“μ√∞“π ”À√—∫ºŸâªÉ«¬¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
√–¬–‡√‘Ë¡μâπ∑“ß§≈‘π‘°¡“π“π°«à“ 2 ∑»«√√…‚¥¬∑’Ë¡’
º≈°“√√—°…“∑’Ë¬Õ¥‡¬’Ë¬¡ ·μà®“°°“√∑’ËÕÿ∫—μ‘°“√≥å¢Õß¡–‡√Áß
μàÕ¡≈Ÿ°À¡“°„π‡Õ‡™’¬μË”°«à“„π¬ÿ‚√ª·≈–Õ‡¡√‘°“ ¥—ßπ—Èπ¢âÕ¡Ÿ≈
¢Õß°“√ºà“μ—¥π’È à«π„À≠à®÷ß¡“®“°ª√–‡∑»„π°≈ÿà¡¬ÿ‚√ª·≈–
Õ‡¡√‘°“·μà¡’¢âÕ¡Ÿ≈®“°ª√–‡∑»„π°≈ÿà¡‡Õ‡™’¬·≈–‡Õ‡™’¬
Õ“§‡π¬å§àÕπ¢â“ßπâÕ¬ ÷́Ëß√«¡∂÷ß„πª√–‡∑»‰∑¬¥â«¬ Õ¬à“ß‰√
°Áμ“¡„πªí®®ÿ∫—πÕÿ∫—μ‘°“√≥å¢Õß¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°‚¥¬‡©æ“–
Õ¬à“ß¬‘Ëß¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–‡√‘Ë¡μâπ„πª√–‡∑»‰∑¬
‰¥â Ÿß¢÷Èπ‡ªìπ≈”¥—∫ ®÷ß∑”„Àâ°“√ºà“μ—¥ Radical prostatec-
tomy ‡æ‘Ë¡ Ÿß¢÷Èπμ“¡‰ª¥â«¬ ∑“ß§≥–ºŸâ»÷°…“®÷ß‰¥â∑”°“√
»÷°…“·∫∫ retrospective descriptive ‡æ◊ËÕ»÷°…“º≈¢Õß°“√
ºà“μ—¥ Retropubic radical prostatectomy „π‚√ßæ¬“∫“≈
»‘√‘√“™

°≈ÿà¡»÷°…“·≈–°“√¥”‡π‘π°“√»÷°…“
ºŸâªÉ«¬∑—ÈßÀ¡¥ 345 √“¬ ∑’Ë«‘π‘®©—¬«à“‡ªìπ¡–‡√ÁßμàÕ¡

≈Ÿ°À¡“°‰¥â√—∫°“√ºà“μ—¥ Retropubic radical prostatec-
tomy ∑’Ë‚√ßæ¬“∫“≈»‘√‘√“™ √–À«à“ßªï æ.». 2542-2549 ¡’
ºŸâªÉ«¬ 327 √“¬ ∑’Ë “¡“√∂§âπÀ“·≈–√«∫√«¡¢âÕ¡Ÿ≈μà“ßÊ¢Õß
ºŸâªÉ«¬ ‚¥¬ºà“π∑“ß√–∫∫‡«™√–‡∫’¬π¢Õß‚√ßæ¬“∫“≈∑—Èß
‡«™√–‡∫’¬πºŸâªÉ«¬„π („π¥â“π°“√ºà“μ—¥) ·≈–ºŸâªÉ«¬πÕ° („π
¥â“π°“√μ‘¥μ“¡º≈°“√√—°…“) ®“°ºŸâªÉ«¬  327 √“¬ ¡’ºŸâªÉ«¬
286 √“¬ (87.5%) ‰¥â√—∫°“√«‘π‘®©—¬‚¥¬°“√∑”°“√μ√«®
™‘Èπ‡π◊ÈÕμàÕ¡≈Ÿ°À¡“°∑“ß∑«“√Àπ—°‚¥¬„™âÕ—≈μ√“´“«¥å (trans-
rectal  ultrasound (TRUS)-guide biopsy) ‚¥¬¡’¢âÕ∫àß™’È
§◊Õæ∫§«“¡º‘¥ª°μ‘®“°°“√μ√«®μàÕ¡≈Ÿ°À¡“°∑“ß∑«“√Àπ—°
·≈–À√◊Õ§à“ PSA >4 ng/ml ºŸâªÉ«¬ 41 √“¬ (12.5%) ‰¥â
√—∫°“√«‘π‘®©—¬®“°™‘Èπ‡π◊ÈÕ∑’Ë‰¥â®“°°“√ºà“μ—¥μàÕ¡≈Ÿ°À¡“°
‚¥¬°“√ àÕß°≈âÕßºà“π∑“ß∑àÕªí  “«– transurethral resec-
tion of the prostate (TURP) ºŸâªÉ«¬®–‰¥â√—∫°“√®—¥
·∫àß√–¬–¢Õß‚√§μ“¡ TNM classification 2002 ºŸâªÉ«¬
∑—ÈßÀ¡¥¡’º≈∑“ßæ¬“∏‘«‘∑¬“‡ªìπ adenocarcinoma ¢Õß
μàÕ¡≈Ÿ°À¡“° ‚¥¬„™â√–∫∫ Gleason score „π°“√·∫àß√–¥—∫
∑“ßæ¬“∏‘«‘∑¬“ ºŸâªÉ«¬∑ÿ°√“¬‰¡à¡’¡–‡√Áß≈ÿ°≈“¡‰ª∑’Ë°√–¥Ÿ°
®“°°“√μ√«®°√Õß°√–¥Ÿ° (bone scan) ºŸâªÉ«¬®–‰¥â√—∫¢âÕ¡Ÿ≈
¢Õß∑“ß‡≈◊Õ°μà“ßÊ„π°“√√—°…“·≈–μ—¥ ‘π„®‡≈◊Õ°·π«∑“ß

°“√√—°…“√à«¡°—∫·æ∑¬å∑’Ë„Àâ°“√√—°…“ ‚¥¬ºŸâªÉ«¬∑—ÈßÀ¡¥ 336 √“¬
‰¥â√—∫°“√ºà“μ—¥ retropubic radical prostatectomy  ºŸâªÉ«¬
9 √“¬ ‰¥â√—∫°“√ºà“μ—¥‡√‘Ë¡μâπ‡ªìπ laparoscopic radical
prostatectomy ·≈–‡ª≈’Ë¬π‡ªìπ retropubic radical pros-
tatectomy „π‡«≈“μàÕ¡“ ¿“¬À≈—ß°“√ºà“μ—¥ radical pros-
tatectomy ®–¡’°“√μ‘¥μ“¡§à“ PSA À“°æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ
¢Õß PSA °Á®–∑”°“√ª√–‡¡‘π ¿“«–∑“ß§≈‘π‘° ·≈–¡’°“√
„Àâ°“√√—°…“‡ √‘¡ (Adjuvant therapy) „π°√≥’∑’Ë‡ªìπ¡–‡√Áß
μàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë (locally advanced
disease), ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡ (metastatic
disease), ¡’§à“ PSA  Ÿß¢÷Èπ (biochemical failure) À√◊Õ¡’
°“√°â“«Àπâ“¢Õß‚√§∑“ß§≈‘π‘° (clinical progression) „π
°“√»÷°…“π’È¡’§à“¡—∏¬∞“π¢Õß√–¬–‡«≈“¢Õß°“√μ‘¥μ“¡ºŸâªÉ«¬
∑’Ë 43 ‡¥◊Õπ (§à“‡©≈’Ë¬ 40 ‡¥◊Õπ, √–À«à“ß 5-101 ‡¥◊Õπ) ¡’
ºŸâªÉ«¬ 10 √“¬ ∑’Ë‰¡à¡“μ‘¥μ“¡°“√√—°…“ ®÷ß¡’ 317 √“¬ ∑’Ë‰¥â
√—∫°“√ª√–‡¡‘πº≈¢Õß°“√√—°…“„π¥â“πμà“ßÊ ∑—Èß§à“ PSA °àÕπ
ºà“μ—¥ √–¬–¢Õß‚√§ ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ °“√°â“«Àπâ“
¢Õß‚√§ ·≈–π”¡“«‘‡§√“–ÀåÀ“Õ—μ√“°“√√Õ¥™’«‘μ Õ—μ√“
°“√√Õ¥™’«‘μ‡©æ“–‚√§ ‚¥¬„™â‚ª√·°√¡∑“ß ∂‘μ‘ SPSS
(SPSS Inc, Chicago, IL, USA) „π°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈ „™â
Chi-square test „π°“√‡ª√’¬∫‡∑’¬∫μ—«·ª√μà“ßÊ  ·≈–„™â
Kaplan-Meier „π°“√«‘‡§√“–ÀåÕ—μ√“°“√√Õ¥™’«‘μ

º≈°“√»÷°…“
Õ“¬ÿ‡©≈’Ë¬¢Õß°≈ÿà¡ºŸâªÉ«¬∑’Ë∑”°“√»÷°…“‡∑à“°—∫ 66.9 ªï

(¡—∏¬∞“π 67 ªï, √–À«à“ß 47-81 ªï) ¡’‡æ’¬ß 5 √“¬ ∑’Ë¡’Õ“¬ÿ
μ—Èß·μà 80 ªï¢÷Èπ‰ª §à“‡©≈’Ë¬·≈–¡—∏¬∞“π¢Õß§à“ PSA °àÕπ
ºà“μ—¥‡∑à“°—∫ 21.2 ·≈– 11.6 μ“¡≈”¥—∫ (√–À«à“ß 0.04-
242 ng/ml) μ“√“ß∑’Ë 1 · ¥ß∂÷ßÕ“°“√∑’Ëπ”ºŸâªÉ«¬¡“æ∫
·æ∑¬å, §à“ PSA °àÕπºà“μ—¥, «‘∏’°“√«‘π‘®©—¬ ·≈–√–¥—∫§«“¡
√ÿπ·√ß¢Õß‡π◊ÈÕßÕ° (tumor grade)

®“°ºŸâªÉ«¬∑’Ë¡’¢âÕ¡Ÿ≈∑“ßæ¬“∏‘«‘∑¬“À≈—ßºà“μ—¥ 310 √“¬
æ∫«à“‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ 191 √“¬ (61.6%)
¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë 103 √“¬ (33.2%)
¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡ 16 √“¬ (5.2%) æ∫«à“
À“°§à“ PSA °àÕπºà“μ—¥πâÕ¬°«à“À√◊Õ‡∑à“°—∫ 10 ng/ml ¡’
‚Õ°“ „π°“√∑’Ë®–‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–‡√‘Ë¡μâπ‡∑à“
°—∫ 72.4% À“°§à“ PSA °àÕπºà“μ—¥‡∑à“°—∫ 10-50 ng/ml ¡’
‚Õ°“ „π°“√∑’Ë®–‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–‡√‘Ë¡μâπ‡∑à“
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μ“√“ß∑’Ë 1  Õ“°“√∑’ËºŸâªÉ«¬¡“æ∫·æ∑¬å, §à“ PSA °àÕπºà“μ—¥, «‘∏’°“√«‘π‘®©—¬ ·≈–√–¥—∫§«“¡√ÿπ·√ß¢Õß‡π◊ÈÕßÕ° (tumor grade)

Õ“°“√∑’Ë¡“æ∫·æ∑¬å
‰¡à¡’Õ“°“√
Õ“°“√§«“¡º‘¥ª°μ‘¢Õß°“√¢—∫∂à“¬ªí  “«– (LUTS)
ªí  “«–‰¡àÕÕ° (Urinary retention)
ªí  “«–‡ªìπ‡≈◊Õ¥ (Hematuria)
Õ ÿ®‘¡’‡≈◊Õ¥ªπ (Hemospermia)

§à“ PSA °àÕπºà“μ—¥
0-4
>4-10
>10-20
>20-50
>50
‰¡à¡’¢âÕ¡Ÿ≈

«‘∏’°“√«‘π‘®©—¬
°“√μ√«®™‘Èπ‡π◊ÈÕ∑“ß∑«“√Àπ—° (TRUS biopsy)

- PSA >4 ng/ml
- æ∫§«“¡º‘¥ª°μ‘®“°°“√μ√«®∑“ß∑«“√Àπ—° (Abnormal DRE)
- §à“ PSA  Ÿß + æ∫§«“¡º‘¥ª°μ‘®“°°“√μ√«®∑“ß∑«“√Àπ—°

μ√«®æ∫®“°°“√ºà“μ—¥ TURP
‰¡à∑√“∫¢âÕ¡Ÿ≈

Gleason score °àÕπºà“μ—¥
2-6
7
8-10
Õ◊ËπÊ*
‰¡à∑√“∫¢âÕ¡Ÿ≈

n (%)

98 (29.9)
206 (62.9)
13 (3.9)
7 (2.1)
1 (0.3)

20 (6.4)
107 (34.2)
96 (30.7)
61 (19.5)
29 (9.3)
14

193 (59.4)
5 (1.5)

86 (26.5)
41 (12.6)
2

159 (52.1)
68 (22.3)
76 (24.9)
2 (0.7)

22

* Spindle cell carcinoma, Ductal carcinoma

°—∫ 56.1% ·≈– 23.1% À“°§à“ PSA °àÕπºà“μ—¥¡“°°«à“
50 ng/ml (p<0.001) ´÷Ëß®“°¢âÕ¡Ÿ≈π’È∫àß™’È«à“§à“ PSA °àÕπ
ºà“μ—¥∑’ËμË”°«à“®–¡’‚Õ°“ ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–
‡√‘Ë¡μâπ¡“°°«à“ ¥—ß∑’Ë· ¥ß‰«â„πμ“√“ß∑’Ë 2

®“°ºŸâªÉ«¬ 290 √“¬ ∑’Ë¡’¢âÕ¡Ÿ≈√–¥—∫¢Õß‚√§°àÕπºà“μ—¥
∑’Ë„™â√–∫∫ Gleason score æ∫«à“ ∂â“ Gleason score ‡∑à“°—∫
2-6 ®–¡’‚Õ°“ ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ 72.4%
∂â“ Gleason score ‡∑à“°—∫ 7 ®–¡’‚Õ°“ ‡ªìπ¡–‡√ÁßμàÕ¡
≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ 54.5% ∂â“ Gleason score ‡∑à“°—∫

8-10 ®–¡’‚Õ°“ ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ 44.8%
(p=0.003) ¥—ß· ¥ß„πμ“√“ß∑’Ë 3 ·≈–æ∫«à“ºŸâªÉ«¬ 2 √“¬
∑’Ë¡’º≈∑“ßæ¬“∏‘«‘∑¬“°àÕπºà“μ—¥‡ªìπ Spindle cell carci-
noma ·≈– Ductal carcinoma ¡’º≈∑“ßæ¬“∏‘«‘∑¬“À≈—ß
ºà“μ—¥‡ªìπ Adenocarcinoma

¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°∑’Ëμ√«®‰¡àæ∫®“°°“√μ√«®∑“ß
æ¬“∏‘«‘∑¬“ (Vanishing prostate cancer) æ∫ 7 √“¬  à«π
„À≠à§à“ PSA °àÕπºà“μ—¥πâÕ¬°«à“ 10 ng/ml ·≈–√–¥—∫
(Gleason score) ‰¡à‡°‘π 6
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®“°ºŸâªÉ«¬ 191 √“¬ ∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–
‡√‘Ë¡μâπ∑“ßæ¬“∏‘«‘∑¬“æ∫«à“¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ∫√‘‡«≥¢Õ∫
™‘Èπ‡π◊ÈÕ 47 √“¬ (24.6) ·≈–¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
1 √“¬ (0.5%) ¢≥–∑’ËºŸâªÉ«¬ 103 √“¬∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
√–¬–≈ÿ°≈“¡‡©æ“–∑’Ëæ∫«à“¡’ 61 √“¬ (59.2%) ∑’Ë¡’¡–‡√Áß
À≈ß‡À≈◊Õ∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ ·≈–¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡
πÈ”‡À≈◊Õß 7 √“¬ (6.8%)  à«πºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
√–¬–≈ÿ°≈“¡ 16 √“¬ æ∫«à“¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ∫√‘‡«≥¢Õ∫
™‘Èπ‡π◊ÈÕ 15 √“¬ (93.8) ·≈–¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
5 √“¬ (31.3%) ´÷Ëß§«“¡·μ°μà“ß¢Õß°“√¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ
·≈–°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õßπ’È¡’π—¬ ”§—≠∑“ß ∂‘μ‘
(p<0.001 ·≈– p<0.001) μ“¡≈”¥—∫¥—ß· ¥ß„πμ“√“ß
∑’Ë 5

√–¬–‡«≈“„π°“√ºà“μ—¥‡©≈’Ë¬ 172.2 π“∑’ (√–À«à“ß
80-480 π“∑’, ¡—∏¬∞“π 162.5 π“∑’). §à“‡©≈’Ë¬ª√‘¡“≥°“√
 Ÿ≠‡ ’¬‚≈À‘μ‡∑à“°—∫ 1,249.8 ¡≈. (√–À«à“ß 100-11,200 ¡≈.,
¡—∏¬∞“π 900 ¡≈.) ºŸâªÉ«¬ 21 √“¬ ¡’°“√ Ÿ≠‡ ’¬‚≈À‘μÕ¬à“ß
¡’π—¬ ”§—≠ (>2,000 ¡≈.) „πºŸâªÉ«¬°≈ÿà¡π’È 15 ®“° 21 √“¬
‡ªìπºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ºà“μ—¥„π™à«ß 3 ªï·√°¢Õß°“√»÷°…“π’È
√–¬–‡«≈“„π°“√æ—°√—°…“μ—«„π‚√ßæ¬“∫“≈‡©≈’Ë¬ 12.9 «—π
(√–À«à“ß 5-71 «—π, ¡—∏¬∞“π 11 «—π) ºŸâªÉ«¬μâÕß§“ “¬
 «πªí  “«–‡©≈’Ë¬ 16.5 «—π (√–À«à“ß 7-35 «—π, ¡—∏¬∞“π
16 «—π)

¡’¿“«–·∑√°´âÕπ‡°‘¥¢÷Èπ°—∫ºŸâªÉ«¬ 47 √“¬ (14.4%),
ºŸâªÉ«¬ 21 √“¬¡’°“√‡ ’¬‚≈À‘μ¡“°°«à“ 2,000 ¡≈.  ºŸâªÉ«¬
5 √“¬ μâÕß§“ “¬√–∫“¬π“π°«à“ 14 «—π  ºŸâªÉ«¬ 8 √“¬ ¡’
°“√μ‘¥‡™◊ÈÕ∫√‘‡«≥·º≈ºà“μ—¥  ºŸâªÉ«¬¡’¿¬—πμ√“¬μàÕ∑àÕ‰μ
2 √“¬  ºŸâªÉ«¬¡’¿¬—πμ√“¬μàÕ≈”‰ â 1 √“¬  ºŸâªÉ«¬ 5 √“¬ ¡’
¿“«–°≈â“¡‡π◊ÈÕÀ—«„®¢“¥‡≈◊Õ¥  ºŸâªÉ«¬ 2 √“¬ ¡’¿“«–‡ âπ‡≈◊Õ¥
 ¡Õßμ’∫  ºŸâªÉ«¬ 4 √“¬ ¡’¿“«–≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π„πªÕ¥‚¥¬
∑’Ë¡’ºŸâªÉ«¬ 1 √“¬ ∑’Ë‡ ’¬™’«‘μ¥â«¬‡Àμÿπ’È

®“°ºŸâªÉ«¬∑—ÈßÀ¡¥ 327 √“¬æ∫«à“ 191 √“¬ (61.6%)
‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ, 103 √“¬ (33.2%) ‡ªìπ
¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë (locally advanced
disease) ·≈– 16 √“¬ (5.2%) %) ‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
√–¬–≈ÿ°≈“¡ (metastatic disease) ºŸâªÉ«¬ à«π„À≠à §à“ PSA
®–≈¥≈ß®π«—¥‰¡à‰¥â (<0.2 ng/ml) ¿“¬„π 1 ‡¥◊Õπ ´÷Ëß
‚√ßæ¬“∫“≈»‘√‘√“™®–¡’·π«∑“ß„π°“√„Àâ°“√√—°…“‡ √‘¡„π
°√≥’∑’Ë‡ªìπ¡–‡√Áß√–¬–≈ÿ°≈“¡ ¡–‡√Áß√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë∑’Ë¡’
¡–‡√ÁßÀ≈ß‡À≈◊Õ  §à“ PSA ‰¡à≈¥≈ß®π∂÷ß√–¥—∫∑’Ë«—¥‰¡à‰¥â À√◊Õ
§à“ PSA  Ÿß¢÷Èπ¡“„À¡à¡“°°«à“ 0.4 ng/ml À≈—ß®“°§à“ PSA
≈¥≈ß‰ª®π«—¥‰¡à‰¥â °“√√—°…“‡ √‘¡∑’Ë„™â¡’À≈“¬™π‘¥ ‡™àπ °“√
©“¬√—ß ’ °“√√—°…“‚¥¬°“√≈¥√–¥—∫ŒÕ√å‚¡π‡æ»™“¬ °“√
√—°…“·∫∫º ¡º “π ‚¥¬ºŸâªÉ«¬®–‰¥â√—∫§”·π–π”∂÷ß«‘∏’°“√
√—°…“™π‘¥μà“ßÊ ·≈–μ—¥ ‘π„®√à«¡°—π°—∫·æ∑¬åºŸâ„Àâ°“√√—°…“
‚¥¬æ∫«à“¡’ 137 √“¬ (41.9%) ∑’Ë‰¥â√—∫°“√√—°…“‡ √‘¡ ºŸâªÉ«¬

2-6
7

8-10

μ“√“ß∑’Ë 3  §«“¡ —¡æ—π∏å√–À«à“ß√–¥—∫¢Õß‚√§ (tumor grade) °àÕπºà“μ—¥°—∫√–¬–¢Õß‚√§∑“ßæ¬“∏‘«‘∑¬“

Gleason score
√–¬–‡√‘Ë¡μâπ
(Localized)

110 (72.4)
36 (54.5)
30 (44.8)

√–¬–¢Õß‚√§∑“ßæ¬“∏‘«‘∑¬“, n(%)
√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë (Locally advanced)

√–¬–≈ÿ°≈“¡
(Metastasis)

35 (23.0)
27 (40.9)
31 (46.3)

7 (4.6)
3 (4.5)
6 (9.0)

<10
>10-20
>20-50
>50

μ“√“ß∑’Ë 2  §«“¡ —¡æ—π∏å√–À«à“ß§à“ PSA °àÕπºà“μ—¥·≈–√–¬–¢Õß‚√§∑“ßæ¬“∏‘«‘∑¬“

§à“ PSA °àÕπºà“μ—¥
(ng/ml)

√–¬–‡√‘Ë¡μâπ
(Localized)

89 (72.4)
58 (63.7)
30 (52.6)
6 (23.1)

√–¬–¢Õß‚√§∑“ßæ¬“∏‘«‘∑¬“, n(%)
√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë (Locally advanced)

√–¬–≈ÿ°≈“¡
(Metastasis)

30 (24.4)
39 (42.6)
24 (42.1)
15 (57.7)

4 (3.3)
3 (3.3)
3 (5.3)
5 (19.2)
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μ“√“ß∑’Ë 4 º≈∑“ßæ¬“∏‘«‘∑¬“· ¥ß√–¬–¢Õß‚√§, √–¥—∫¢Õß‚√§, Õ—μ√“°“√À≈ß‡À≈◊Õ¢Õß¡–‡√Áß∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ ·≈–°“√≈ÿ°≈“¡
‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß

√–¬–¢Õß‚√§
T1
T2
T3
T4
‰¡à∑√“∫¢âÕ¡Ÿ≈

√–¥—∫¢Õß‚√§
2-6
7
8-10
others
‰¡à∑√“∫¢âÕ¡Ÿ≈

°“√À≈ß‡À≈◊Õ¡–‡√Áß∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ
¡’°“√À≈ß‡À≈◊Õ¢Õß¡–‡√Áß∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ
‰¡à¡’°“√À≈ß‡À≈◊Õ¢Õß¡–‡√Áß∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ
‰¡à¡’¢âÕ¡Ÿ≈

°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
‰¡à¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
‰¡à¡’¢âÕ¡Ÿ≈

n (%)

14 (4.5)
177 (57.1)
103 (33.2)
16 (5.2)

17

108 (35.8)
123 (40.7)
69 (22.8)
2 (0.7)
25

123 (40.5)
181 (59.5)

6

13 (4.4)
282 (95.6)

15

¡–‡√Áß√–¬–‡√‘Ë¡μâπ (Localized)
¡–‡√Áß≈ÿ°≈“¡‡©æ“–∑’Ë
(Locally advanced)
¡–‡√Áß≈ÿ°≈“¡ (Metastasis)

μ“√“ß∑’Ë 5  §«“¡ —¡æ—π∏å√–À«à“ß√–¬–¢Õß‚√§°—∫ ¿“«–°“√À≈ß‡À≈◊Õ¢Õß¡–‡√Áß∫√‘‡«≥¢Õ∫™‘Èπ‡π◊ÈÕ

√–¬–¢Õß‚√§∑“ßæ¬“∏‘«‘∑¬“
(Pathological stage)

142 (74.3)
38 (36.9)

1 (6.3)

‰¡à¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ
(Free margin), n (%)

¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ
(Positive margin), n (%)

47 (24.6)
61 (59.2)

15 (93.8)

1 (0.5)
7 (6.8)

5 (31.3)

¡’°“√≈ÿ°≈“¡‰ª¬—ßμàÕ¡πÈ”‡À≈◊Õß
(Nodal metastasis)

80 √“¬ ‰¥â√—∫°“√√—°…“‡ √‘¡∑—π∑’  ”À√—∫ºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√Áß
√–¬–≈ÿ°≈“¡ ¡–‡√Áß≈ÿ°≈“¡‡©æ“–∑’Ë·≈–¡–‡√Áß√–¬–‡√‘Ë¡μâπ
∑’Ë¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ À“°¡’°“√‡æ‘Ë¡ Ÿß¢÷Èπ¢Õß PSA ¡“°°«à“
0.4 ng/ml ®–∂◊Õ«à“‡ªìπ°“√≈â¡‡À≈«∑“ß™’«–‡§¡’ (biochemi-
cal failure) ®“°°“√μ‘¥μ“¡ºŸâªÉ«¬‡©≈’Ë¬ 43 ‡¥◊ÕπÀ≈—ßºà“μ—¥
(π“π∑’Ë ÿ¥ 101 ‡¥◊Õπ) ¡’ 35 √“¬ (20.0%) ∑’Ë‡ªìπ¡–‡√Áß
√–¬–‡√‘Ë¡μâπ æ∫«à“¡’°“√≈â¡‡À≈«∑“ß™’«–‡§¡’ ¢≥–∑’ËºŸâªÉ«¬

„π°≈ÿà¡∑’Ë‡ªìπ¡–‡√Áß√–¬–≈ÿ°≈“¡‡©æ“–∑’Ëæ∫ 22 √“¬ (40.0%)
∑’Ë¡’°“√≈â¡‡À≈«∑“ß™’«–‡§¡’·≈–‰¥â√—∫°“√√—°…“‡ √‘¡ (p =
0.031) ®“°ºŸâªÉ«¬ 137 √“¬   120 √“¬ ‰¥â√—∫°“√√—°…“‡ √‘¡
¥â«¬ŒÕ√å‚¡π  8 √“¬ ‰¥â√—∫°“√©“¬√—ß ’  8 √“¬ ‰¥â√—∫°“√
©“¬√—ß ’√à«¡°—∫°“√√—°…“¥â«¬ŒÕ√å‚¡π  ¡’ 1 √“¬ ‰¥â√—∫¬“
‡§¡’∫”∫—¥‡π◊ËÕß®“°¥◊ÈÕμàÕ°“√√—°…“¥â«¬ŒÕ√å‚¡π (hormonal
refractory disease)
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ºŸâªÉ«¬ 50 √“¬ (15.3%) ‡°‘¥¿“«–·∑√°´âÕπ„π
¿“¬À≈—ß ‚¥¬ 48 √“¬ (14.7%) ‡°‘¥°“√μ’∫μ—π∫√‘‡«≥√Õ¬μàÕ
¢Õß∑àÕªí  “«–°—∫§Õ°√–‡æ“–ªí  “«– ¡’ 2 √“¬ ‡°‘¥‰ â‡≈◊ËÕπ
∫√‘‡«≥·º≈ºà“μ—¥ 1 √“¬ ‡°‘¥°“√Õÿ¥μ—π∑àÕ‰μ

®“°¢âÕ¡Ÿ≈„π¥â“π°“√°≈—Èπªí  “«–∑’Ë√«∫√«¡‰¥â æ∫«à“
ºŸâªÉ«¬ 83.2% °≈—Èπªí  “«–‰¥â‚¥¬‰¡àμâÕß„™âºâ“ÕâÕ¡  ºŸâªÉ«¬
5.2% μâÕß„™âºâ“ÕâÕ¡«—π≈– 1 º◊π  ºŸâªÉ«¬ 10.6% μâÕß„™â
ºâ“ÕâÕ¡¡“°°«à“ 1 º◊πμàÕ«—π

‡π◊ËÕß®“°„πºŸâªÉ«¬§π‰∑¬ à«πÀπ÷Ëß„Àâ¢âÕ¡Ÿ≈‡°’Ë¬«°—∫°“√
·¢Áßμ—«¢ÕßÕß§™“μ‰¡à‡æ’¬ßæÕ®÷ß∑”„Àâ¡’°“√∫—π∑÷°¢âÕ¡Ÿ≈‰«â
‡æ’¬ß 71 √“¬ ¡’ 3 √“¬ ∑’Ë‰¡à¡’°“√·¢Áßμ—«μ—Èß·μà°àÕπºà“μ—¥
À≈—ßºà“μ—¥¡’ 20 √“¬ (29.4%) ª√– ∫§«“¡ ”‡√Á®„π°“√¡’
‡æ» —¡æ—π∏å ‚¥¬ 17 √“¬ μâÕß„™â¬“À√◊ÕÕÿª°√≥å Ÿ≠≠“°“»
™à«¬

®“°°“√μ‘¥μ“¡ºŸâªÉ«¬ 317 √“¬ μ—Èß·μà 5 ‡¥◊Õπ ®π∂÷ß
101 ‡¥◊Õπ ‚¥¬‡©≈’Ë¬ 43 ‡¥◊Õπ æ∫«à“¡’ºŸâªÉ«¬‡ ’¬™’«‘μ 16
√“¬, 7 √“¬ ‡ ’¬™’«‘μ®“°¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°, 8 √“¬ ‡ ’¬
™’«‘μ®“° “‡ÀμÿÕ◊ËπÊ (°≈â“¡‡π◊ÈÕÀ—«„®¢“¥‡≈◊Õ¥ 2 √“¬  ≈‘Ë¡
‡≈◊Õ¥Õÿ¥μ—π„πªÕ¥ 1 √“¬  ‡ âπ‡≈◊Õ¥„π ¡Õß·μ° 1 √“¬
¡–‡√ÁßªÕ¥ 1 √“¬  ¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß 1 √“¬  ‚≈À‘μ®“ß
®“°°“√∑’Ë‰¡à “¡“√∂ √â“ß‡¡Á¥‡≈◊Õ¥ (Idiopathic aplastic
anemia) 1 √“¬  ªÕ¥Õ—°‡ ∫·≈–μ‘¥‡™◊ÈÕ„π°√–· ‚≈À‘μ
1 √“¬) ·≈–‡ ’¬™’«‘μ‚¥¬‰¡à∑√“∫ “‡Àμÿ 1 √“¬ „πºŸâªÉ«¬∑—Èß
7 √“¬ ∑’Ë‡ ’¬™’«‘μ®“°¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°‡ªìπºŸâªÉ«¬∑’ËÕ¬Ÿà„π
°≈ÿà¡¡–‡√Áß≈ÿ°≈“¡‡©æ“–∑’Ë∑—ÈßÀ¡¥

‡¡◊ËÕ«‘‡§√“–ÀåºŸâªÉ«¬∑’Ëμ‘¥μ“¡¡“°°«à“ 5 ªï æ∫«à“Õ—μ√“
°“√√Õ¥™’«‘μ‚¥¬√«¡∑’Ë 5 ªï (overall 5-year survival) ‡∑à“°—∫
95.0% ¢≥–∑’ËÕ—μ√“°“√√Õ¥™’«‘μ‡©æ“–‚√§∑’Ë 5 ªï (cancer-
specific 5-year survival) ‡∑à“°—∫ 98.1% ´÷Ëß‡¡◊ËÕ∑”°“√
«‘‡§√“–Àå·¬°°≈ÿà¡®–æ∫«à“ „π°≈ÿà¡∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°
„π√–¬–‡√‘Ë¡μâπ 191 √“¬ ¡’ºŸâ‡ ’¬™’«‘μ 8 √“¬ ·μà∑—Èß 8 √“¬
π’È ‰¡à‰¥â‡ ’¬™’«‘μ®“°¡–‡√Áß≈Ÿ°À¡“° ¥—ßπ—ÈπÕ—μ√“°“√√Õ¥™’«‘μ
‚¥¬√«¡„πºŸâªÉ«¬°≈ÿà¡π’È‡∑à“°—∫ 95.6% ¢≥–∑’ËÕ—μ√“°“√√Õ¥
™’«‘μ‡©æ“–‚√§∑’Ë 5 ªï ‡∑à“°—∫ 100%  à«π„π°≈ÿà¡∑’Ë‡ªìπ¡–‡√Áß
μàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡‡©æ“–∑’Ë·≈–√–¬–≈ÿ°≈“¡ 119 √“¬
¡’ºŸâ‡ ’¬™’«‘μ 8 √“¬ ‡ ’¬™’«‘μ®“°¡–‡√ÁßμàÕ¡≈Ÿ°À¡“° 7 √“¬
®“° “‡ÀμÿÕ◊Ëπ 1 √“¬ ¥—ßπ—ÈπÕ—μ√“°“√√Õ¥™’«‘μ‚¥¬√«¡∑’Ë
5 ªï‡∑à“°—∫ 93.2% ¢≥–∑’ËÕ—μ√“°“√√Õ¥™’«‘μ‡©æ“–‚√§∑’Ë 5 ªï
‡∑à“°—∫ 94.9%

Õ¿‘ª√“¬
¿“¬„π™à«ß 1 ∂÷ß 2 ∑»«√√…∑’Ëºà“π¡“π’È¡’°“√μ◊Ëπμ—«„π

‡√◊ËÕß¢Õß¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°¡“°¢÷Èπ„πÀ≈“¬ª√–‡∑»∑—Ë«‚≈°
´÷Ëß√«¡∂÷ßª√–‡∑»‰∑¬¥â«¬‡™àπ°—π ∑’Ë‚√ßæ¬“∫“≈»‘√‘√“™°Á¡’°“√
«‘π‘®©—¬¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°¡“°¢÷Èπ·≈–æ∫¡–‡√Áß„π√–¬–
‡√‘Ë¡μâπ¡“°¢÷Èπ ∑”„Àâ¡’°“√ºà“μ—¥ radical prostatectomy ́ ÷Ëß
‡ªìπ°“√√—°…“∑’Ë‡ªìπ¡“μ√∞“π‡æ‘Ë¡¡“°¢÷Èπ‰ª¥â«¬ ºŸâªÉ«¬ à«π
„À≠à®–¡“æ∫·æ∑¬å¥â«¬Õ“°“√∑“ß°“√¢—∫∂à“¬ªí  “«–
(LUTS) ¡—°®–¡’§à“ PSA √–À«à“ß 4-10  Gleason score
2-6 ·≈–Õ¬Ÿà„π√–¬–‡√‘Ë¡μâπ∑“ß§≈‘π‘° ‡π◊ËÕß®“°ºŸâªÉ«¬ à«π
„À≠à¡’Õ“¬ÿ¡“°°«à“ 60 ªï ®÷ß¡—°¡’¿“«–μàÕ¡≈Ÿ°À¡“°‚μ
(BPH) √à«¡¥â«¬¥—ßπ—ÈπºŸâªÉ«¬∫“ß√“¬®÷ß‰¥â√—∫°“√«‘π‘®©—¬«à“
‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°®“°™‘Èπ‡π◊ÈÕ∑’Ë‰¥â®“°°“√ºà“μ—¥ TURP.

„πÀ≈“¬Ê °“√»÷°…“æ∫«à“ ªí®®—¬∑’Ë∫àß™’È«à“ºŸâªÉ«¬¡’
‚Õ°“ ∑’Ë®–‡ªìπ¡–‡√Áß„π√–¬–‡√‘Ë¡μâπ§◊Õ §à“ PSA ·≈–
Gleason score °àÕπºà“μ—¥ ´÷Ëß„π°“√»÷°…“π’È°Á ‰¥âº≈‰¡à
·μ°μà“ß°—π ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß∂â“§à“ PSA °àÕπºà“μ—¥πâÕ¬
°«à“ 10 π°./¡≈. ·≈– Gleason score 2-6 ·≈–æ∫«à“¡’
‚Õ°“ ∑’Ë®–¡’¡–‡√ÁßÀ≈ß‡À≈◊ÕÀ≈—ß°“√ºà“μ—¥ª√–¡“≥ 24%
À“°‡ªìπ¡–‡√Áß„π√–¬–‡√‘Ë¡μâπ ¢≥–∑’ËºŸâªÉ«¬∑’Ë¡’ªí®®—¬‡ ’Ë¬ß Ÿß
§◊Õ¡’§à“ PSA ·≈– Gleason score °àÕπºà“μ—¥ Ÿß °Á®–¡’
‚Õ°“ ‡ªìπ¡–‡√Áß√–¬–≈ÿ°≈“¡‡©æ“–∑’ËÀ√◊Õ¡–‡√Áß√–¬–≈ÿ°≈“¡
¡“°¢÷Èπ ·≈–¡’‚Õ°“ ¡’¡–‡√ÁßÀ≈ß‡À≈◊Õ¡“°¢÷Èπª√–¡“≥ 59%
·≈– 94% μ“¡≈”¥—∫

¿“«–·∑√°´âÕπ¢Õß°“√ºà“μ—¥ radical prostatec-
tomy „π°“√»÷°…“π’ÈÕ¬Ÿà„π‡°≥±å∑’Ë¬Õ¡√—∫‰¥â ‚¥¬¿“«–·∑√°
´âÕπ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥§◊Õ °“√‡ ’¬‚≈À‘μ¡“°°«à“ 2,000 ¡≈. ´÷Ëß
æ∫„π™à«ß 3 ªï·√°¢Õß°“√»÷°…“·≈–‡°‘¥πâÕ¬≈ß¿“¬À≈—ß
®“°∑’Ë»—≈¬·æ∑¬å¡’§«“¡™”π“≠¡“°¢÷Èπ ·¡â«à“ºŸâªÉ«¬ à«π„À≠à
¡’Õ“¬ÿ¡“°°«à“ 60 ªï ·μà¿“«–·∑√°´âÕπ∑“ß√–∫∫‰À≈‡«’¬π
‚≈À‘μ ‡™àπ ¿“«–°≈â“¡‡π◊ÈÕÀ—«„®¢“¥‡≈◊Õ¥·≈–‚√§‡ âπ‚≈À‘μ
„π ¡Õß°Á‡°‘¥¢÷Èπ‰¡à¡“°‡æ’¬ß 7 √“¬ (2.14%) ¿“«–≈‘Ë¡‡≈◊Õ¥
Õÿ¥μ—π„πªÕ¥‡ªìπ¿“«–∑’Ë¡’Õ—πμ√“¬∂÷ß™’«‘μ‚¥¬∑—Ë«‰ª®–æ∫
‰¡à∫àÕ¬„πºŸâªÉ«¬™“«‡Õ‡™’¬ °Áæ∫„π°“√»÷°…“π’È 4 √“¬·≈–
‡ ’¬™’«‘μ 1 √“¬ ·≈–æ∫«à“√–¬–‡«≈“‡©≈’Ë¬„π°“√ºà“μ—¥·≈–
°“√ Ÿ≠‡ ’¬‚≈À‘μ„π°“√»÷°…“π’È§àÕπ¢â“ß®– Ÿß°«à“°“√»÷°…“
Õ◊ËπÊ ‡≈Á°πâÕ¬·μàæ∫«à“≈¥≈ß„π™à«ß√–¬–À≈—ß¢Õß°“√»÷°…“
π’È ¢≥–∑’Ë√–¬–‡«≈“„π°“√æ—°√—°…“μ—«∑’Ë ‚√ßæ¬“∫“≈·≈–
°“√§“ “¬ «πªí  “«–®–§àÕπ¢â“ßπ“π°«à“°“√»÷°…“Õ◊ËπÊ
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‡π◊ËÕß®“°ªìπ§«“¡μâÕß°“√, §à“π‘¬¡ ·≈–«—≤π∏√√¡¢ÕßºŸâªÉ«¬
™“«‰∑¬

·¡â«à“√–¬–‡«≈“„π°“√μ‘¥μ“¡ºŸâªÉ«¬„π°“√»÷°…“π’È
®–¬—ß‰¡à¬“«π“π‡¡◊ËÕ‡∑’¬∫°—∫À≈“¬Ê °“√»÷°…“®“°ª√–‡∑»
∑“ßμ–«—πμ° ·μà°Áæ∫«à“¢âÕ¡Ÿ≈μà“ßÊ „π¥â“πÕ—μ√“°“√√Õ¥™’«‘μ
°Á¡’·π«‚πâ¡∑’Ë‰¡à·μ°μà“ß°—π ∑’Ë√–¬–‡«≈“°“√μ‘¥μ“¡‡©≈’Ë¬
43 ‡¥◊Õπ æ∫«à“ ºŸâªÉ«¬„π°≈ÿà¡∑’Ë‡ªìπ¡–‡√Áß√–¬–‡√‘Ë¡μâπ à«π
„À≠à (80%) À≈—ßºà“μ—¥®–¡’§à“ PSA Õ¬Ÿà„π√–¥—∫∑’Ë«—¥‰¡à‰¥â
‚¥¬∑’Ë‰¡à¡’°“√°â“«Àπâ“¢Õß‚√§∑“ß§≈‘π‘° (clinical progres-
sion) À√◊Õ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß§à“ PSA (Biochemical failure)
·≈–‰¡à¡’ºŸâªÉ«¬„π°≈ÿà¡π’È∑’Ë‡ ’¬™’«‘μ®“°¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°‡≈¬
·≈–æ∫«à“¡’Õ—μ√“°“√√Õ¥™’«‘μ‚¥¬√«¡·≈–Õ—μ√“°“√√Õ¥™’«‘μ
‡©æ“–‚√§ Ÿß°«à“ºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–≈ÿ°≈“¡
‡©æ“–∑’Ë·≈–√–¬–≈ÿ°≈“¡

·¡â«à“Õÿ∫—μ‘°“√≥å¢Õß¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°¡’§«“¡

·μ°μà“ß°—π„π·μà≈–‡™◊ÈÕ™“μ‘·≈–æ∫Õÿ∫—μ‘°“√≥å„πºŸâªÉ«¬™“«
‡Õ‡™’¬πâÕ¬°«à“™“«μ–«—πμ° ·μà®“°¢âÕ¡Ÿ≈„π°“√»÷°…“π’Èæ∫«à“
°“√ºà“μ—¥ retropubic radical prostatectomy „π‚√ßæ¬“∫“≈
»‘√‘√“™‡æ‘Ë¡¡“°¢÷Èπμ—Èß·μàªïæ.». 2537 ®π∂÷ßªï æ.». 2547 ·μà
æ∫«à“¡’·π«‚πâ¡∑’Ë≈¥≈ßÀ≈—ß®“°π—Èπ‡π◊ËÕß®“°¡’°“√ºà“μ—¥·∫∫
laparoscopic ·≈– Robotic assist laparoscopic
radical prostatectomy ¡“°¢÷Èπ„π‚√ßæ¬“∫“≈»‘√‘√“™
Õ¬à“ß‰√°Áμ“¡„πªí®®ÿ∫—π retropubic radical prostatectomy
¬—ß§ß‡ªìπ°“√√—°…“∑’Ë‡ªìπ¡“μ√∞“π ”À√—∫ºŸâªÉ«¬¡–‡√ÁßμàÕ¡
≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ „πÀ≈“¬Êæ◊Èπ∑’Ë¢Õßª√–‡∑»‰∑¬ ´÷Ëß
®“°°“√»÷°…“π’È retropubic radical prostatectomy „Àâ
º≈≈—æ∏å„π°“√√—°…“∑’Ë¥’·≈–¡’¿“«–·∑√° ấÕπÕ¬Ÿà„π‡°≥±å∑’Ë
¬Õ¡√—∫‰¥â ¢âÕ¡Ÿ≈∑’Ë‰¥â®“°°“√»÷°…“π’È®–™à«¬„Àâ»—≈¬·æ∑¬åπ”
‰ª„™â„π°“√„Àâ¢âÕ¡Ÿ≈·°àºŸâªÉ«¬‡æ◊ËÕ„™â„π°“√μ—¥ ‘π„®√à«¡°—π
‡æ◊ËÕ„Àâ‡°‘¥ª√–‚¬™πå Ÿß ÿ¥·°àºŸâªÉ«¬
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·∫∫ Õ∫∂“¡ IPSS, OAB screener score §«“¡·√ß„π°“√ªí  “«–·≈–ª√‘¡“≥ªí  “«–‡À≈◊Õ§â“ß μ≈Õ¥®πÕ“°“√
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º≈°“√»÷°…“: ºŸâªÉ«¬∑’Ë√—∫¬“·∑¡ Ÿ́‚≈ ‘́π√à«¡°—∫¬“‚´≈‘‡øππ“ ‘́π¡’§–·ππ Irritative symptom score ·≈–
Bladder sensation scale ≈¥≈ßÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘‡∑’¬∫°—∫°≈ÿà¡∑’Ë‰¥â·∑¡´Ÿ‚≈´‘π√à«¡°—∫¬“À≈Õ° (P=0.005,
P=0.049)  ”À√—∫§à“§«“¡·√ß„π°“√ªí  “«–·≈–ª√‘¡“≥ªí  “«–∑’Ë‡À≈◊Õ§â“ß‰¡àæ∫«à“μà“ß°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘
„π·μà≈–°≈ÿà¡ Õ“°“√¢â“ß‡§’¬ß∑’Ë‡°‘¥¢÷Èπæ∫«à“ Õ“°“√ª“°·Àâß·≈–∑âÕßºŸ°æ∫∫àÕ¬°«à“„π°≈ÿà¡∑’Ë‰¥â√—∫¬“·∑¡ Ÿ́‚≈ ‘́π√à«¡
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Abstract
Objective: To compare the efficacy of lower urinary tract symptoms (LUTS) relief in patients who

had benign prostatic hyperplasia (BPH) and symptoms of overactive bladder (OAB) taking tamsulosin with
placebo and tamsulosin with solifenacin.

Design: Randomized double-blind placebo controlled trial

Setting: King Chulalongkorn Memorial hospital which is a 1,500-bed tertiary care center

Research Methodology: Fifty five patients, mean age 66.6 years with LUTS from BPH and OAB
symptoms were randomly allocated into two groups after receiving tamsulosin for 2 weeks. Control group
received tamsulosin with placebo (vitamin C). Treatment group received tamsulosin with solifenacin. Both
groups had 4 week course of study. Efficacy outcomes were recorded including IPSS score, OAB screener
score and Bladder Sensation Scale. Safety and tolerability outcomes were uroflowmetry monitoring and
any adverse events.

Results: Patients who receive both tamsulosin and solifenacin (treatment group) were significantly
decreased in irritative symptom score and bladder sensation scale (P=0.005, P=0.49 respecticely). No
difference in maximum urinary flow rate and residual urine was observed. Adverse events were found in
treatment group more common than in control group, especially dry mouth and constipation (P=0.005,
P<0.001).

Conclusion: Combination of tamsulosin (adrenergic blockade) and solifenacin (antimuscarinic agent)
demonstrated significant reduction of irritative symptoms in BPH patient from IPSS questionnaire and
Bladder sensation scale. No difference in maximum flow rate and post-void residual urine in both groups
were observed. Adverse events were found in treatment group more often than in control group especially
dry mouth and constipation. Although most adverse reactions were mild and tolerable.
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Introduction
Benign prostatic hyperplasia (BPH) is a

common problem in elderly men[1]. The World Health
Organization sponsored consultations on BPH and
has recommended changes to the terminology
related to urinary symptoms and the prostate in
elderly men. The term LUTS (Lower Urinary Tract
Symptoms) was introduced and has been adopted
as the proper terminology to apply to any patient,
regardless of age or sex, with urinary symptoms but
without implying the underlying problem. LUTS were
divided into ùùirritativeûû or ùùstorage/fillingûû symptoms,
which consist of urinary urgency, urge incontinence,
frequency and nocturia. Another entity was ùùobstruc-
tive symptomsûû or ùùemptying/voidingûû symptoms
which are hesitancy, poor stream, intermittency or
dribbling, etc.

BPH is mostly a quality of life issue. We
uncommonly see complication related to BPH at the
present time except acute urinary retention. Pharma-
ceutical treatment is the first choice in the signifi-
cant, troublesome symptoms. The two commonly used
classes of drugs are alpha-blocker and 5AR inhibi-
tors. Both are aimed at relieving the condition of
bladder outlet obstruction. However detrusor over-
activity is quite common in the patients with BPH
and related to the symptoms of overactive bladder
(frequency, urgency and nocturia)

Anticholinergic drugs are widely used in treat-
ment of overactive bladder, especially in women. In
this study, we prospectively evaluated the effective-
ness and safety of combined therapy with alpha 1-
Antagonist (Tamsulosin) plus a new anticholinergic
(Solifonacin) in a selected patients with symptoms
of BPH

Patients and Methods
60 male patients who had lower urinary tract

symptoms and were clinically diagnosed to be

benign prostate hyperplasia from history and physi-
cal examination by urologists at King Chulalongkorn
Memorial hospital were recruited with other inclu-
sion criteria including age more than 50 years old,
total IPSS score more than 7 and Irritative symptom
scores more than 3 (sum of item 2,4 & 7 of IPSS).
Exclusion criteria were consisted of Maximum flow
rate (Qmax) less than 8 ml/sec, Post-void residue
urine (PVR) >200 ml, clinically suggestive prostate
cancer and any contraindication for alpha-adrener-
gic blocker and cholinergic antagonist.

All patients received tamsulosin for two weeks
before randomized allocation into two groups. In the
control group, the patients received tamsulosin and
placebo. In the treatment group, they received
tamsulosin and solifenacin for 4 week period. All
patients were monitored with uroflowmetry, PVR
measurement and adverse event monitoring. The
primary efficacy variable was improvement in irrita-
tive symptom scores from IPSS and OAB screener
scores after 4 weeks of treatment. The primary compa-
rison was the mean change of irritative symptoms
score between 2 groups. The more negative mean
change was the more efficacious. The secondary
variable was any change in maximum flow rate and
PVR. The mean change of both variables showed
safety of combination treatment group compare to
tamsulosin and placebo group. The more negative
mean change of urinary flow rate or the more posi-
tive mean change of PVR would be the adverse events
from solifenacin.

Data analysis
All data was analyzed as intention-to-treat

basis composed with all included patients who had
at least one study drug intake after randomization.
Missing data would be checked in the data manage-
ment report. The decision to replace a missing item
for the calculation would be taken prior to the end of
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the study. The demographic and baseline quantita-
tive data were presented as mean, standard devia-
tion, min, max. For the descriptive statistics used for
the qualitative data (adverse events) were n and
percentages.

For the primary efficacy endpoint of mean
change of irritative symptom scores and OAB screener
scores, analyses of co-variance (ANCOVA) or Mann-
Whitney U test of difference would be used, based
on whether there were assumption about parameter
or not, to compare with the two treatment groups.
The endpoint of mean change of urinary flow rate
and PVR, ANCOVA or t-test of mean difference would
be used. Regarding adverse events, Chi-square test
or Fisherûs exact test was used to analysis.

All statistical analysis would be calculated
using SPSS/PC version 11.5. A two sided significant
level of 0.05 was used for all analysis.

Result
Sixty patients were included in the study

between July 2007 and February 2008. Five patients
were excluded from the study before randomization
because high serum prostatic specific antigen was
observed. Fifty five patients were received randomiza-
tion allocation into placebo (tamsulosin and placebo)
group (27 patients) and treatment (tamsulosin and
solifenacin) group (28 patients). All patients com-
pleted study. Demographic and baseline clinical char-
acteristics are summarized in Table 1 and Table 2.

Mean age were 68.7 yr-old and 64.6 yr-old in
control and treatment group respectively. The most
common presented symptom was urinary frequency
and the second most common symptom was
urgency. Most patients had duration of symptoms
more than one year. Maximum flow rate at baseline
was 17.32 (9.7) ml/s and postvoid residual volume

Age (Yr)
Systolic BP (mmHg)
Chief complaint
Incomplete emptying

Urgency
Poor stream
Nocturia
Frequency
Straining

Duration of symptom
1-3 mo
3-6 mo
6mo-1yr
>1 yr
Qmax (ml/s)
PVR (ml)

Table 1  Demographic data and baseline characteristics

Tamsulosin & Placebo
(n = 27)

68.7 (8.1)
139.8 (16.4)

1
7
0
7
10
2

3
3
4
17

18.2 (8.2)
46.9 (49.6)

Mean (SD) or Number

64.6 (7.9)
136.5 (18.2)

2
9
1
5
11
0

3
2
6
17

16.5 (11.1)
58.4 (51.4)

66.6 (8.2)
138.1 (17.3)

3
16
1
12
21
2

6
5
10
34

17.32 (9.7)
52.8 (50.4)

Tamsulosin & Solifenacin
(n = 28)

Both
(n = 55)

Qmax: maximum urinary flow rate PVR: post-void residual urine
IPSS: International Prostate Symptom Score OAB score: Overactive Bladder screener score
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was 52.8 (50.4) ml.
Median (range) of irritative symptom score which

was primary end point was 7 (3-13) and 8 (4-15) in
control and treatment group respectively. Baseline
OAB screener score and bladder sensation scale
were showed in Table 2. Both groups had the same
median and range of Quality of life score from IPSS
questionnaire (median = 5, range = 2-6).

Treatment efficacy for overactive bladder symp-
toms was assessed using data from IPSS question-
naire and OAB screener score. Irritative symptom
score was derived from IPSS questionnaire by score
summing only question 2, 4 and 7 which were the
symptoms of OAB. Bladder sensation scale was
created to classify the severity of overactive bladder
symptoms, especially urinary urgency.

In the primary efficacy analysis, sum IPSS score
and irritative symptom score of both control and
treatment group, including OAB screener score, were
not distributed in normal distribution. So I chose
nonparametric statistic (Mann-Whitney U test) to
analyze the outcome by comparing the difference of
each score from second visit to last visit between
control and treatment group. Compared with
placebo, significant reduction for irritative symptom
score was demonstrated in tamsulosin and solifenacin

group (P=0.005). Total IPSS score was also reduced
in treatment group than control group but there was
no statistical significant (P=0.076). At the end of the
study, Bladder Sensation scale in treatment group
was significantly less than in control group (P=0.049).
There was no different in OAB screener score in
both groups. (Table 3). Considering

All patients were well tolerated. After randomi-
zation allocation, there was no drop out of all
patients. Both groups demonstrated slight changes
in maximum urinary flow rate compared with baseline
(second visit) (tamsulosin plus placebo, -1.49;
tamsulosin plus solifenacin, -0.28). But there was no
statistical significant between two groups (P=0.627).
Patients treated with tamsulosin plus placebo and
those treated with tamsulosin plus solifenacin
demonstrated 5.2 and 21.61 ml reduction of post-
void residual urine. These reduction were not statis-
tically or clinically significant and there were no
significant differences in the change in post-void
residual volume between 2 groups. No patient in
both groups reported urinary retention or increased
voiding difficulty during the study.

All adverse events in this study were primarily
related to cholinergic blockade (dry, mouth, consti-
pation, blurred vision) and adrenergic blockade (Postu-

IPSS
Irritative symptom score
OAB score
Bladder sensasion scale
IPSS QOL

Table 2  Baseline clinical characteristics

Tamsulosin & Placebo
(n = 27)

16 (7-33)
7 (3-13)

21 (2-35)
3 (2-5)
5 (2-6)

Median (range)

18.5 (8-33)
8 (4-15)

19 (2-32)
2 (2-5)
5 (2-6)

16 (7-33)
8 (3-15)

20 (2-35)
3 (2-5)
5 (2-6)

Tamsulosin & Solifenacin
(n = 28)

Both
(n = 55)

IPSS: International Prostate Symptom Score
OAB score: Overactive Bladder screener score
IPSS QOL: Quality of life assessment from IPSS questionnaire
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Figure 1  Reduction of the irritative symptom scores after end of treatments
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ral hypotension). In Tamsulosin and Solifenacin group
showed significantly increased in adverse events
especially dry mouth (P=0.005) and constipation
(P<0.001) compared to Tamsulosin and placebo group
as shown in Table 5. Similar trend was found with
blurred vision in treatment group but no statistical
difference was observed. Other adverse events were
not found between two groups.

Most patients who had experience of adverse
events were in mild degree and did not disturb their
quality of life. Even though the patients who experi-
ence in moderate and severe degree of adverse
events, they refused to discontinue the study. The
data of all adverse events had classified into two
groups (no or mild symptom, moderate or severe
symptom), there was no significant difference in both
placebo and treatment group (Table 6)

Qmax diff (ml/s)
PVR diff (ml)

Table 4  Safety outcomes

Placebo

-1.49 (6.95)
-5.2 (48.43)

Mean (SD)
Solifenacin P value

-0.28 (10.87)
-21.61 (81.96)

0.627
0.37

Qmax diff: Difference of maximum flow rate (Qmax of last visit minus with Qmax of second visit)
PVR diff: Difference of post-void residual urine (PVR of last visit minus with PVR of second visit)

IPSS reduction
Irritative symptom score reduction
OAB screener score reduction
Bladder sensation scale
IPSS QOL
IPSS QOL diff

Table 3  Efficacy outcomes

Placebo

2 (-10 to 21)
1 (-5 to 21)
2 (-11 to 15)

2 (2-5)
2 (0-5)
0 (-4-4)

Median (range)
Solifenacin P value

4 (-2 to17)
3 (-1 to 13)
3 (-8 to 25)

2 (2-4)
1.5 (0-5)
-1 (-4-1)

0.076
0.005
0.302
0.049
0.034
0.031

* Score before treatment minus with score after treatment
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Dry mouth
no or mild symptom
moderate to severe
Constipation
no or mild symptom
moderate to severe
Dizziness
no or mild symptom
moderate to severe
Indigestion
no or mild symptom
moderate to severe
Difficult voiding
no or mild symptom
moderate to severe
Blurred vision
no or mild symptom
moderate to severe
Postural hypotension
no or mild symptom
moderate to severe

Table 6  Clinical significant adverse events

Tamsulosin & Placebo
(n = 27)

26 (96.3%)
1 (3.7%)

25 (92.6%)
2 (7.4%)

22 (81.5%)
5 (18.5%)

25 (92.6%)
2 (7.4%)

26 (96.3%)
1 (3.7%)

25 (92.6%)
2 (7.4%)

23 (85.2%)
4 (14.8%)

Number of cases (%)

24 (85.7%)
4 (17.3%)

24 (85.7%)
4 (14.3%)

26 (92.9%)
2 (7.1%)

27 (96.4%)
1 (3.4%)

28 (100%)
0 (0%)

24 (85.7%)
4 (14.3%)

27 (96.4%)
1 (3.4%)

0.352

0.669

0.252

0.611

0.491

0.669

0.193

Tamsulosin & Solifenacin
(n = 28)

P value

Adverse events

Dry mouth
Constipation
Dizziness
Indigestion
Difficult voiding
Blurred vision
Postural hypotension

Table 5  Adverse events

Tamsulosin & Placebo
(n = 27)

7 (25.9)
2 (7.4%)

12 (44.4)
3 (11.1)
2 (7.4)
5 (18.5)

10 (37)

Number (%)

18 (64.3)
20 (71.4)
13 (46.4)
7 (25)
4 (14.3)
9 (32.1)

13 (46.4)

0.005
<0.001
0.549
0.163
0.352
0.198
0.333

Tamsulosin & Solifenacin
(n = 28)

P value

All adverse events
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Discussion
The mainstay of treatment for BPH patients is

primarily to provide a rapid and sustained improve-
ment in lower urinary tract symptoms (LUTS) and
reduce the long term complications such as acute
urinary retention or upper urinary tract deterioration[2].
LUTS can be divided into storage and obstructive
symptoms. Storage symptoms consist of urgency,
urge incontinence, frequent urination and nocturia. It
is usually accepted that storage symptoms are more
bothersome and significantly impact the quality of
life to the BPH patients as measured by appropriate
questionnaires. Detrusor overactivity is considered
an obvious cause of storage symptoms. Obstructed-
induced detrusor overactivity with irritative voiding
symptoms (Storage symptoms) has been attributed
to denervation supersensitivity because increased
contractile responses of the bladder smooth muscle
to cholinergic agonists and electrical stimulation have
been observed[3].

At the beginning of this study (August 2006),
there was no other randomized, double-blind,
placebo-controlled study to evaluate the efficacy of
an antimuscarinic agent and an alpha-adrenergic
antagonist in BPH patients bothered by LUTS
including overactive bladder symptoms. In this study,
we evaluated the combination of tamsulosin (alpha-
adrenergic antagonist) and solifenacin (antimuscarinic
agent) in BPH patients with OAB symptoms. The
primary end point in this study was irritative symp-
tom scores which was derived from IPSS question-
naire by summing only symptoms of urgency,
frequency and nocturia. Compared with placebo
group, significant reduction of irritative symptom score
and bladder sensation scale were observed in
solifenacin plus tamsulosin group by week 4. No
significant difference in total IPSS score and OAB
screener score were demonstrated. These results
suggest that combination treatment of alpha-adre-

nergic blocker and antimuscarinic agent may have
some advantages in elderly men who have BPH and
overactive bladder. In the present study, quality of
life score from IPSS questionnaire also demonstrates
significantly better in treatment group than in
placebo group. The finding of reduction in irrtative
symptom scores may indicate that the patients who
received both active drugs may reduce the frequency
of overactive bladder symptoms. Moreover, percep-
tion and quality of life of these patients may improve
by the reduction of Bladder Sensation scale and
quality of life score from IPSS in combined drug
group. Similar trend was observed from total IPSS
scores; the sum scores were reduced in combined
group but could not demonstrate statistical signifi-
cant difference. At the time of study, many patients
were confused with some questions in OAB screener
questionnaire; it was a possible cause that the result
could not be evaluated properly.

Nevertheless, it is difficult to determine how
much change in patient- reported outcome measure.
The validated overactive bladder-specific health-
related QOL questionnaire, the Overactive Bladder
questionnaire[4] is not available in Thai language.
The QOL score from IPSS questionnaire is too rough
to precisely differentiate the change of quality of life
of these patients. Moreover the minimally important
difference for how patients perceive treatment
benefit has not been determined. However, it is likely
that patients reporting improvement from QOL score
should experience advantage in their general quality
of life perception.

Kaplan SA et al[5] reported the first large-scale,
randomized, double-blind, placebo-controlled study
to investigate the efficacy of an antimuscarinic agent
(Tolterodine ER) and alpha-adrenergic blocker (tamsu-
losin) at November, 2006. They used patient percep-
tion of treatment benefit at week 12 as primary effi-
cacy end point based on the assumption that the
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patient provides a global response that weighs the
risks and benefits of treatment. Eighty percent of
215 patients receiving tolterodine ER plus tamsulosin
reported treatment benefit by week 12 compared
with 60% of 214 receiving placebo (P<0.001), 65%
of 209 receiving tolterodine ER (P=0.48 vs placebo),
or 71% of 207 receiving tamsulosin (P=0.03 vs place-
bo). They found that the tolterodine ER group (single
agent) could reduce urgency, urinary incontinence
episodes per 24 hours significantly, but no differ-
ence in treatment benefit and IPSS scores were
demonstrated. Whereas in tamsulosin monotherapy
group, urge incontinence and micturition per 24 hours
were significantly reduced but overall perception of
treatment benefit was significantly less than combi-
nation group. These findings confirm that antimuscaric
agent can use as an additional agent for BPH
patients who experience overactive bladder symp-
toms. However we need further studies to classify
who are really benefited from the incremental
advantages of an antimuscarinic agent.

The benefits and the risks of any treatment
should be weighed before applying to the clinical
practices. Adverse events of any antimuscarinic agent
were primarily related to cholinergic blockade (dry
mouth, constipation, blurred vision), but the most
serious side effect from previous belief was aggra-
vation of acute urinary retention. However this event
may occur only in case of impending bladder
decompensation from prolonged bladder outlet
obstruction, not in the usual circumstances of BPH
patients. The low incidence of acute urinary reten-
tion was found from previous reports of men
enrolled in 3- to 6-month studies of tolterodine ER
monotherapy[1,6,7] or in addition to alpha-adrener-
gic blockers. In this study, the patients with signifi-
cant post-void residual volume (more than 200ml)
and Maximum urinary flow rate less than 8 ml/s were
excluded from the study and no any event of acute

retention or impending retention was observed at
the end of study. Moreover, No difference in post-
void residual urine and maximum flow was demon-
strated in both placebo and treatment groups.

Regarding other adverse events, dry month and
constipation were observed in treatment group more
often than in control group with statistical significant
difference. In addition to indigestion and blurred
vision, similar trends of increasing in treatment group
were observed. Even in the control group, the
patient did not receive any antimuscarinic agent but
the incidence of antimuscarinic-related adverse events
was higher than expectation. This finding may
explain by all patients were received the information
of all possible adverse events at the beginning of
study and asked for each adverse event in every
visit. Considering the severity, no difference in clini-
cally significant adverse events (from moderate to
severe) were observed with statistical significant.

In some previous studies[8,9], invasive urody-
namic studies such as cystometry or pressure-flow
study were used to demonstrate detrusor overactivity
or degree of bladder outlet obstruction. These guide-
lines were useful in research practices but irrelevant
to most clinical practices. In this study, only uroflow-
metry and residual urine measurement with ultra-
sonogram were used to monitor only the safety
outcomes.

In the present study, alpha-adrenergic blocker
was started for 2 week before random allocation
into two groups was initiated. This strategy was
carried on because of safety consideration by
opening the bladder outlet before starting the agent
to suppress bladder contraction. However, the
appropriate guideline to administer the combined
treatment is not determined because adequate
information is still lacking. There were several
studies demonstrated some insight into which men
will respond to alpha-adrenergic blocker monotherapy
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and which men may require antimuscarinic combi-
nation. For example, the higher baseline IPSS scores
appear to be mostly driven by storage subscale or
irritative symptom scores[10]. In addition, patients
who did not respond to alpha-adrenergic blockers
had a trend of more severe symptoms at baseline,
including the symptoms that characterize overactive
bladder. These patients may benefit in the combina-
tion of alpha-adrenergic blocker and antimuscarinic
agent. However, future studies are necessary to
determine the best methods to identify this group of
candidates.
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Conclusion
The results of this study demonstrate that some

men who had problems of LUTS from BPH espe-
cially including overactive bladder symptoms might
respond with combined treatment of alpha-adrener-
gic blockers and antimuscarinic agents as demon-
strated by statistically and clinically significant
treatment benefit. However adverse events should
be weighed in on the decision because the goal of
the treatment is to improve the quality of life of these
patients



«“√ “√      ¬Ÿ‚√104 ªï∑’Ë 28 ‡≈à¡∑’Ë 2  ∏—π«“§¡ 2550

º≈°“√»÷°…“§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π
«‘™“™’æ¢Õßæ¬“∫“≈ª√–®”°“√

«—≈¬å≈¥“ ©—π∑å‡√◊Õß«≥‘™¬å æ.∫.*, ¬ÿ«¥’ ™“μ‘‰∑¬ æ.∫.**,
Õπÿæ—π∏å μ—πμ‘«ß»å æ.∫.***

π‘æπ∏åμâπ©∫—∫

* ºŸâ™à«¬»“ μ√“®“√¬å¥Õ°‡μÕ√å ¿“§«‘™“°“√æ¬“∫“≈»—≈¬»“ μ√å ¡À“«‘∑¬“≈—¬¡À‘¥≈
** ºŸâ™à«¬»“ μ√“®“√¬å ¿“§«‘™“°“√æ¬“∫“≈»—≈¬»“ μ√å ¡À“«‘∑¬“≈—¬¡À‘¥≈
*** √Õß»“ μ√“®“√¬å ¿“§«‘™“»—≈¬»“ μ√å §≥–·æ∑¬»“ μ√»‘√‘√“™æ¬“∫“≈ ¡À“«‘∑¬“≈—¬¡À‘¥≈

∫∑§—¥¬àÕ
‡æ◊ËÕ∑¥ Õ∫ª√– ‘∑∏‘º≈¢Õß°“√Õ∫√¡‡√◊ËÕß§ÿ≥§à“¢Õß°“√„Àâ∫√‘°“√∑“ß°“√·æ∑¬å ∑’Ë¡’μàÕ§ÿ≥§à“¢Õßμπ‡Õß·≈–

§ÿ≥§à“„π«‘™“™’æ¢Õßæ¬“∫“≈ª√–®”°“√ ∑’Ë¡“√—∫°“√Õ∫√¡„π°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï¢Õß™¡√¡æ¬“∫“≈√–∫∫
ªí  “«–·Ààßª√–‡∑»‰∑¬§√—Èß∑’Ë 2 ‡¡◊ËÕ«—π∑’Ë 11-12 æƒ»®‘°“¬π æ.». 2549 ≥ ÀâÕßª√–™ÿ¡™—Èπ 12 Õ“§“√‡©≈‘¡æ√–‡°’¬√μ‘
‚√ßæ¬“∫“≈√“™«‘∂’ À—«¢âÕπ’È„™â‡«≈“ 1.5 ™—Ë«‚¡ß ‡æ◊ËÕ √â“ß¢«—≠·≈–°”≈—ß„®„Àâ°—∫∫ÿ§≈“°√‚¥¬°“√®Ÿß„®„Àâ‡ÀÁπ§ÿ≥§à“„πμπ‡Õß
 √â“ß§«“¡°√–μ◊Õ√◊Õ√âπ ·≈–æ≈—ß„®∑’Ë®–¥Ÿ·≈μπ‡Õß μ≈Õ¥®π„™â§«“¡§‘¥‡™‘ß∫«°∑’Ë®–π”§ÿ≥∏√√¡¿“¬„πμπ‡Õß¡“„™â„Àâ
∫√‘°“√∑“ß°“√·æ∑¬å ·≈–„π°“√¥”‡π‘π™’«‘μ °≈ÿà¡μ—«Õ¬à“ß‡ªìπæ¬“∫“≈ª√–®”°“√®“°‚√ßæ¬“∫“≈μà“ßÊ ∑—Ë«ª√–‡∑»∑—Èß
√—∞∫“≈·≈–‡Õ°™π∑’Ë ¡—§√„®‡¢â“√—∫°“√Õ∫√¡„π°“√ª√–™ÿ¡«‘™“°“√§√—Èßπ’È ®”π«π 250 §π °“√‡°Á∫¢âÕ¡Ÿ≈„™â·∫∫ Õ∫∂“¡
§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ∑’ËºŸâ«‘®—¬ √â“ß¢÷Èπ¡’§à“§«“¡‡™◊ËÕ¡—Ëπ Cronbach Alpha ‡∑à“°—∫ .92 °“√«‘‡§√“–Àå¢âÕ¡Ÿ≈
„™â ∂‘μ‘‡™‘ß∫√√¬“¬ ANOVA ·≈–Pair t-test

º≈°“√»÷°…“æ∫«à“°≈ÿà¡μ—«Õ¬à“ß à«π„À≠à‡ªìπ‡æ»À≠‘ß 96.4% ¡’Õ“¬ÿ‡©≈’Ë¬ 36.08 ªï (SD = 8.92) π—∫∂◊Õ»“ π“
æÿ∑∏ 95.5% ‡ªìπ‚ ¥ 52.6% °“√»÷°…“√–¥—∫ª√‘≠≠“μ√’ 90.2% ªØ‘∫—μ‘ß“π„πÀÕºŸâªÉ«¬»—≈¬°√√¡ 65.91%  —ß°—¥
°√–∑√«ß “∏“√≥ ÿ¢ 64.1% √–¬–‡«≈“„π°“√∑”ß“π‡©≈’Ë¬ 13.68 ªï (SD = 8.61) √“¬‰¥â‡©≈’Ë¬ 20,052.84 ∫“∑
(SD=8571.65) ·≈–¡’§–·ππ‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æÕ¬Ÿà„π√–¥—∫¥’ (x = 3.90, SD = .33) ‡¡◊ËÕ®”·π°μ“¡
°≈ÿà¡μ—«Õ¬à“ßμ“¡√–¬–‡«≈“°“√∑”ß“π æ∫«à“∑ÿ°°≈ÿà¡¡’§–·ππ‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æÕ¬Ÿà„π√–¥—∫ Ÿß
·μà°≈ÿà¡∑’Ë∑”ß“ππ“π°«à“ 20 ªï ®–¡’§–·ππ Ÿß°«à“°≈ÿà¡ 1-5 ªï Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (x = 4.00, SD = .33; x = 3.77,
SD = .32; p< .01) Õ¬à“ß‰√°Áμ“¡æ∫«à“§–·ππ‡©≈’Ë¬¿“¬À≈—ß°“√Õ∫√¡ Ÿß¢÷Èπ Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (x = 3.98, SD =
.42; p< .01) · ¥ß„Àâ‡ÀÁπ«à“º≈°“√Õ∫√¡™à«¬„Àâæ¬“∫“≈¡Õß‡ÀÁπ§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ‡æ‘Ë¡¢÷Èπ ·μà‰¡à‡æ‘Ë¡
√–¥—∫‡ªìπ¥’¡“° Õ“®‡ªìπ‡æ√“–°≈ÿà¡μ—«Õ¬à“ß¡’§«“¡ π„®„π°“√æ—≤π“μπ‡Õß ·≈–¡’§ÿ≥∏√√¡æ◊Èπ∞“π ŸßÕ¬Ÿà·≈â« ‡¡◊ËÕ‰¥â
√—∫°“√®Ÿß„®„Àâ¡Õß‡ÀÁπ∂÷ß§ÿ≥§à“¥—ß°≈à“«∑”„Àâ§–·ππ°“√√—∫√Ÿâ„π§ÿ≥§à“ Ÿß¢÷Èπ ®÷ß§«√®—¥°“√Õ∫√¡„π≈—°…≥–π’È„Àâ·°à
æ¬“∫“≈·≈–∫ÿ§≈“°√∑“ß°“√·æ∑¬å°≈ÿà¡μà“ßÊ ‚¥¬‡æ‘Ë¡‡«≈“°“√∫√√¬“¬ ·≈–À—«¢âÕ´÷Ëß‡ªìπ§ÿ≥§à“À≈—°¢ÕßÀπà«¬ß“π ªï≈–
1 - 2 §√—Èß ‚¥¬‡©æ“–∫ÿ§≈“°√„À¡à ‡æ◊ËÕ‡æ‘Ë¡§«“¡√Ÿâ ÷°∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ„Àâ Ÿß¢÷Èπ∂÷ß√–¥—∫¥’¡“° ´÷Ëß
®– àßº≈μàÕ§ÿ≥¿“æ¢Õß∫√‘°“√∑“ß°“√·æ∑¬å∑’Ë¥’¬‘Ëß¢÷ÈπμàÕ‰ª

§” ”§—≠: §ÿ≥§à“¢Õßμπ‡Õß §ÿ≥§à“„π«‘™“™’æ æ¬“∫“≈ª√–®”°“√



The Thai Journal of    UROLOGY 105Vol. 28 No. 2  December 2007

À≈—°°“√·≈–‡Àμÿº≈
ªí≠À“¢Õß‚√§¿—¬‰¢â‡®Á∫„πªí®®ÿ∫—π §«“¡§“¥À«—ß¢Õß

ºŸâªÉ«¬∑’Ë¡’μàÕ°“√¥Ÿ·≈√—°…“ μ≈Õ¥®π≈—°…≥–ß“π∑’ËμâÕß
‡°’Ë¬«¢âÕß°—∫§«“¡∑ÿ°¢å∑√¡“π ·≈–°“√ªØ‘∫—μ‘ß“π∑’Ë‰¡à “¡“√∂
‡≈◊Õ°‡«≈“ ª√‘¡“≥ß“π∑’Ë≈âπ¡◊Õ ª√–°Õ∫°—∫§«“¡æ¬“¬“¡
„π°“√æ—≤π“§ÿ≥¿“æ°“√√—°…“æ¬“∫“≈„Àâ¡’¡“μ√∞“π ∑”„Àâ
«‘™“™’ææ¬“∫“≈μâÕß°“√∫ÿ§§≈∑’Ë¡’§ÿ≥≈—°…≥–æ‘‡»… §◊Õ
 “¡“√∂æ—≤π“μπ‡Õß‡æ◊ËÕ„ÀâªØ‘∫—μ‘ß“πÕ¬à“ß¡’®ÿ¥À¡“¬ ‡ÀÁπ
§ÿ≥§à“¢Õßß“π ¡Õß‡ÀÁπ§ÿ≥§à“„πμπ‡Õß ·≈–§ÿ≥§à“¢Õß°“√
„Àâ∫√‘°“√ Õ¬à“ß‰√°Áμ“¡°“√ √â“ß®‘μ ”π÷°„ÀâÕ¬Ÿà°—∫ß“π
§ÿ≥¿“æ‰¥âÕ¬à“ß¬—Ëß¬◊π ®”‡ªìπμâÕß‡√’¬π√Ÿâ∂÷ß§«“¡ ”§—≠ À√◊Õ
§ÿ≥§à“¢Õßß“π∑’Ë∑” ‚¥¬¡ÕßºŸâªÉ«¬‡ªìπ»Ÿπ¬å°≈“ß „Àâ§«“¡
‡§“√æ„π ‘∑∏‘¢ÕßºŸâªÉ«¬·≈–≠“μ‘ «“ß·ºπ°“√æ¬“∫“≈·≈–
μ‘¥μ“¡º≈ ‚¥¬‡πâπÀ≈—°¥â“π®√√¬“∫√√≥«‘™“™’æ °“√∑”ß“π
ª√– “π‡ªìπ∑’¡ ·≈–π”§ÿ≥ ¡∫—μ‘∑’Ë¥’§◊Õ§«“¡√Ÿâ ÷°∂÷ß§ÿ≥§à“
„πμπ‡Õß¢Õß∫ÿ§≈“°√  π”¡“„™â√à«¡°—πÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ
¥â«¬∑—»π§μ‘∑’Ë √â“ß √√§å  √â“ß ‘Ëß·«¥≈âÕ¡ ·≈–∫√√¬“°“»
¢Õß°“√∑”ß“π∑’Ëπà“Õ¬Ÿà ®–∑”„Àâ∫ÿ§≈“°√‡ÀÁπ§ÿ≥§à“°—π·≈–°—π
∑”ß“π¥â«¬§«“¡ ¥™◊Ëπ·®à¡„ ´÷Ëß®–™à«¬√—°…“§ÿ≥¿“æ¢Õß
Õß§å°√‰«â ‰¥âÕ¬à“ß¬—Ëß¬◊π[1] ÷́Ëß°√–∫«π°“√„π°“√æ—≤π“
§«“¡√Ÿâ∑“ß®√‘¬∏√√¡π—Èπ ™‘π·≈–·§√¡‡¡Õ√å[2] °≈à“««à“®–
μâÕßºà“π°“√°√–®à“ß§à“π‘¬¡ (Value clarification) ‡ ’¬°àÕπ
«‘∏’π’È‡ªìπ°“√ Õπ‡æ◊ËÕ„ÀâºŸâ‡√’¬π‡¢â“„® μπ‡Õß √Ÿâ§à“π‘¬¡§«“¡
‡™◊ËÕ¢Õßμπ‡Õß ‡¢â“„®ºŸâÕ◊Ëπ ¬Õ¡√—∫§«“¡§‘¥‡ÀÁπ·≈–§à“π‘¬¡
¢ÕßºŸâÕ◊Ëπ °“√‡¢â“„®§à“π‘¬¡‡ªìπ ‘Ëß·√°∑’ËμâÕßæ—≤π“‡æ√“–‡ªìπ
æ◊Èπ∞“π°“√æ—≤π“®√‘¬∏√√¡„π°“√ªØ‘∫—μ‘°“√æ¬“∫“≈¥â«¬
°“√§‘¥«‘‡§√“–Àå‰μ√àμ√Õß·≈–°“√μ—¥ ‘π„®∑“ß®√‘¬∏√√¡ °“√
 Õπ«‘∏’π’È®–∑”„Àâ∫ÿ§≈μ—¥ ‘π„®«à“ ‘Ëß„¥§«√∑”  ‘Ëß„¥‰¡à§«√∑”
‡æ√“–Õ–‰√ ‡æ◊ËÕ„Àâ‡°‘¥§à“π‘¬¡¢Õßμπ‡Õß·≈–‡ªìπæ◊Èπ∞“π„Àâ
ºŸâ‡√’¬π‡°‘¥§«“¡‡¡μμ“°√ÿ≥“ ‡ÀÁπ„®ºŸâªÉ«¬·≈–ªØ‘∫—μ‘°“√
æ¬“∫“≈‚¥¬¬÷¥À≈—°®√‘¬∏√√¡[3]

Õß§å°√·μà≈–·ÀàßÕ“®¡’®ÿ¥‡πâπ‡°’Ë¬«°—∫§ÿ≥§à“À≈—°
(core value) ·μ°μà“ß°—πÕÕ°‰ª μ—«Õ¬à“ß‡™àπ °“√ —¡¡π“
‡™‘ßªØ‘∫—μ‘°“√„π‚§√ß°“√π”√àÕß´÷Ëß„™â·π«§‘¥°“√æ—≤π“
§ÿ≥§à“¢Õß°“√„Àâ∫√‘°“√∑“ß°“√·æ∑¬å (vales in health) ‰¥â
√«∫√«¡§ÿ≥§à“À≈—°¢Õß°≈ÿà¡ºŸâ√à«¡ —¡¡π“ √ÿª‰¥â 5 ‡√◊ËÕß §◊Õ
§«“¡√—° §«“¡√—∫º‘¥™Õ∫ §«“¡Õ¥∑π §«“¡√à«¡¡◊Õ ·≈–
§«“¡ ÿ¢ °≈à“«§◊Õ °“√∑”ß“ππ—ÈπμâÕß∑”¥â«¬§«“¡√—°„π
»—°¥‘Ï»√’·Ààß«‘™“™’æ ∑”ß“πÕ¬à“ß¡’§«“¡ ÿ¢‡æ√“–‡ÀÁπ§ÿ≥§à“

„πμπ‡Õß ºŸâ√à«¡ß“π·≈–‡ÀÁπ§ÿ≥§à“¢Õßß“π √—∫º‘¥™Õ∫μàÕ
Àπâ“∑’Ë„Àâ ”‡√Á®‚¥¬ ¡∫Ÿ√≥å Õ¥∑πμàÕ§«“¡‡Àπ◊ËÕ¬¬“°·≈–
‡¢â“„®∂÷ß§«“¡°—ß«≈μ≈Õ¥®π§«“¡∑ÿ°¢å∑√¡“π¢ÕßºŸâªÉ«¬[1]
¥—ßπ—Èπ°“√æ—≤π“„Àâæ¬“∫“≈μ√–Àπ—°∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–
§ÿ≥§à“„π«‘™“™’æ ·≈–¥÷ß§ÿ≥§à“‡À≈à“π’ÈÕÕ°¡“„™â„π°“√∑”ß“π
‰¥âÕ¬à“ß ¡Ë”‡ ¡Õ °Á®–™à«¬„Àâ§ÿ≥¿“æ¢Õß°“√æ¬“∫“≈Õ¬Ÿà„π
√–¥—∫¡“μ√∞“πæ√âÕ¡°—∫∑”ß“π‰¥âÕ¬à“ß¡’§«“¡ ÿ¢

®“°‡Àμÿº≈¥—ß°≈à“«∑”„ÀâºŸâ«‘®—¬μâÕß°“√»÷°…“«à“°≈ÿà¡
æ¬“∫“≈ª√–®”°“√®“°‚√ßæ¬“∫“≈μà“ßÊ∑—Ë«ª√–‡∑»∑—Èß
√—∞∫“≈·≈–‡Õ°™π∑’Ë ¡—§√„®‡¢â“√—∫°“√Õ∫√¡„π°“√ª√–™ÿ¡
«‘™“°“√ „πÀ—«¢âÕ‡√◊ËÕß§ÿ≥§à“¢Õß°“√„Àâ∫√‘°“√∑“ß°“√·æ∑¬å
´÷Ëß„™â‡«≈“∫√√¬“¬ 1.5 ™—Ë«‚¡ß‚¥¬ π“¬·æ∑¬å¥”√ßæ—π∏å
«—≤π–‚™μ‘ ®–¡’°“√√—∫√Ÿâ∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“„π
«‘™“™’æ¡“°πâÕ¬‡æ’¬ß„¥ ·≈– “¡“√∂‡æ‘Ë¡°“√√—∫√Ÿâ§ÿ≥§à“„π
μπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ‰¥âÀ√◊Õ‰¡à º≈∑’Ë‰¥â®–‰¥âπ”‰ª
ª√—∫ª√ÿß‡æ◊ËÕ„Àâ§«“¡√Ÿâ·≈–æ—≤π“ ¡√√∂π–¢Õßæ¬“∫“≈
«‘™“™’æμàÕ‰ª

«—μ∂ÿª√– ß§å°“√«‘®—¬
°“√«‘®—¬π’È‡ªìπ°“√∑¥ Õ∫ª√– ‘∑∏‘º≈¢Õß°“√Õ∫√¡

‡√◊ËÕß§ÿ≥§à“¢Õß°“√„Àâ∫√‘°“√∑“ß°“√·æ∑¬å ∑’Ë¡’μàÕ§ÿ≥§à“¢Õß
μπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ¢Õßæ¬“∫“≈ª√–®”°“√∑’Ë¡“√—∫
°“√Õ∫√¡„π°“√ª√–™ÿ¡«‘™“ª√–®”ªï¢Õß™¡√¡æ¬“∫“≈
√–∫∫ªí  “«–·Ààßª√–‡∑»‰∑¬§√—Èß∑’Ë 2 ‡¡◊ËÕ«—π∑’Ë 11-12
æƒ»®‘°“¬π æ.». 2549

¢Õ∫‡¢μ°“√«‘®—¬
°“√«‘®—¬π’È‡ªìπ°“√∑¥ Õ∫ª√– ‘∑∏‘º≈¢Õß°“√Õ∫√¡

‡√◊ËÕß §ÿ≥§à“¢Õß°“√„Àâ∫√‘°“√∑“ß°“√·æ∑¬å ∑’Ë¡’μàÕ§ÿ≥§à“
¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ ¢Õßæ¬“∫“≈ª√–®”°“√®“°
‚√ßæ¬“∫“≈μà“ßÊ ∑—Ë«ª√–‡∑»∑—Èß√—∞∫“≈·≈–‡Õ°™π ®”π«π
250 §π ∑’Ë¡“√—∫°“√Õ∫√¡„π°“√ª√–™ÿ¡«‘™“ª√–®”ªï¢Õß
™¡√¡æ¬“∫“≈√–∫∫ªí  “«–·Ààßª√–‡∑»‰∑¬§√—Èß∑’Ë 2 ‡¡◊ËÕ
«—π∑’Ë 12 æƒ»®‘°“¬π æ.». 2549 ≥ ÀâÕßª√–™ÿ¡™—Èπ 12
Õ“§“√‡©≈‘¡æ√–‡°’¬√μ‘ ‚√ßæ¬“∫“≈√“™«‘∂’

√–‡∫’¬∫«‘∏’«‘®—¬
°“√∑¥ Õ∫ª√– ‘∑∏‘º≈¢Õß°“√Õ∫√¡„π§√—Èßπ’È „™â«‘∏’

«‘®—¬°÷Ëß∑¥≈Õß (Quasi-Experimental Research Design)
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‚¥¬«—¥°àÕπ·≈–À≈—ß®“°°“√ Õπ

°≈ÿà¡μ—«Õ¬à“ß
°≈ÿà¡μ—«Õ¬à“ß‡ªìπæ¬“∫“≈ª√–®”°“√ ®“°‚√ßæ¬“∫“≈

μà“ßÊ ∑’Ë¡“√—∫°“√Õ∫√¡„π°“√ª√–™ÿ¡«‘™“¥—ß°≈à“« ®”π«π
250 §π ‚¥¬§—¥‡≈◊Õ°°≈ÿà¡μ—«Õ¬à“ß ·∫∫ –¥«° (convenient
sampling)

‡§√◊ËÕß¡◊Õ∑’Ë„™â„π°“√«‘®—¬
‡§√◊ËÕß¡◊Õ∑’Ë„™â‡ªìπ·∫∫ Õ∫∂“¡ ÷́Ëßª√–°Õ∫¥â«¬ 2  à«π

§◊Õ 1) ¢âÕ¡Ÿ≈ à«π∫ÿ§§≈ 2) °“√√—∫√Ÿâ·≈–· ¥ßÕÕ°∂÷ß§ÿ≥§à“
¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ

·∫∫ Õ∫∂“¡π’ÈºŸâ«‘®—¬ √â“ß¢÷Èπ®“°·π«§‘¥°“√æ—≤π“
§ÿ≥§à“¢Õß°“√∫√‘°“√∑“ß°“√·æ∑¬å¢Õß The Janki Foun-
dation for Global Health[4] ·≈–∑∫∑«π«√√≥°√√¡Õ◊ËπÊ
∑’Ë‡°’Ë¬«¢âÕß ¡’¢âÕ§”∂“¡∑—ÈßÀ¡¥ 27 ¢âÕ ·∫àß‡ªìπ 5 √–¥—∫
μ—Èß·μàπâÕ¬∑’Ë ÿ¥∂÷ß¡“°∑’Ë ÿ¥ ‡°≥±å°“√ª√–‡¡‘π·∫àß‡ªìπ 5
√–¥—∫§◊Õ °“√√—∫√Ÿâ∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ
∑’Ë§à“‡©≈’Ë¬ 1-1.79 À¡“¬∂÷ß μË”¡“°  §à“‡©≈’Ë¬ 1.80-2.59
À¡“¬∂÷ßμË” §à“‡©≈’Ë¬ 2.60-3.39 À¡“¬∂÷ß ª“π°≈“ß §à“‡©≈’Ë¬
3.40-4.19 À¡“¬∂÷ß  Ÿß  §à“‡©≈’Ë¬ 4.20- 5 À¡“¬∂÷ß  Ÿß¡“°
·∫∫ Õ∫∂“¡ºà“π°“√μ√«® Õ∫®“°ºŸâ‡™’Ë¬«™“≠ ‰¥â·°à ·æ∑¬å
1 ∑à“π ·≈–Õ“®“√¬åæ¬“∫“≈ 1 ∑à“π ·≈–æ¬“∫“≈ 3 ∑à“π
·≈–∑¥ Õ∫§«“¡‡™◊ËÕ¡—Ëπ¥â«¬«‘∏’¢Õß Cronbach Alpha ¡’
§à“‡∑à“°—∫ .92

¢—ÈπμÕπ°“√«‘®—¬
1. ºŸâ«‘®—¬æ∫°≈ÿà¡μ—«Õ¬à“ß∑’Ë ‡¢â“Õ∫√¡·≈–™’È·®ß

«—μ∂ÿª√– ß§å ·≈–ª√–‚¬™πå¢Õß°“√«‘®—¬ ‚¥¬‡ªî¥‚Õ°“ „Àâ
°≈ÿà¡μ—«Õ¬à“ß´—°∂“¡¢âÕ ß —¬ ·≈–·®°·∫∫ Õ∫∂“¡æ√âÕ¡
„∫‡´Áπ¬‘π¬Õ¡°“√¡’ à«π√à«¡„π°“√«‘®—¬¥â«¬§«“¡ ¡—§√„®
μ—Èß·μà«—π∑’Ë 1 ¢Õß°“√Õ∫√¡

2. ºŸâ«‘®—¬„Àâ°≈ÿà¡μ—«Õ¬à“ßμÕ∫·∫∫ Õ∫∂“¡Õ’°§√—Èß
À≈—ß®“°øíß°“√∫√√¬“¬„πÀ—«¢âÕ§ÿ≥§à“¢Õß°“√∫√‘°“√∑“ß
°“√·æ∑¬å ́ ÷Ëß∫√√¬“¬‚¥¬ πæ.¥”√ßæ—π∏å «—≤π–‚™μ‘ „™â‡«≈“
1.5 ™—Ë«‚¡ß „π«—π∑’Ë 2 ¢Õß°“√Õ∫√¡

«‘∏’°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈
1. ¢âÕ¡Ÿ≈∑—Ë«‰ª «‘‡§√“–Àå¥â«¬ ∂‘μ‘‡™‘ßæ√√≥π“

· ¥ß®”π«π§à“√âÕ¬≈– §à“‡©≈’Ë¬·≈– à«π‡∫’Ë¬ß‡∫π¡“μ√∞“π
2. °“√‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß√–À«à“ß§–·ππ

‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ ¢Õßæ¬“∫“≈
ª√–®”°“√®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π¥â«¬ ∂‘μ‘
ANOVA

3. °“√‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß√–À«à“ß§–·ππ
‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ ¢Õßæ¬“∫“≈
ª√–®”°“√°àÕπ·≈–À≈—ß‰¥â√—∫°“√ Õπ¥â«¬ ∂‘μ‘ Pair t - Test

º≈°“√«‘®—¬
1. ¢âÕ¡Ÿ≈∑—Ë«‰ª
®“°μ“√“ß∑’Ë 1 æ∫«à“°≈ÿà¡μ—«Õ¬à“ß à«π„À≠à‡ªìπ‡æ»

À≠‘ß 96.4% ¡’Õ“¬ÿ‡©≈’Ë¬ 36.08 ªï (SD = 8.92) π—∫∂◊Õ
»“ π“æÿ∑∏ 95.5%  ∂“π¿“æ ¡√ ‚ ¥ 52.6% °“√»÷°…“
√–¥—∫ª√‘≠≠“μ√’ 90.2% ªí®®ÿ∫—π à«π„À≠àªØ‘∫—μ‘ß“π„πÀÕ
ºŸâªÉ«¬»—≈¬°√√¡ 65.91%  —ß°—¥°√–∑√«ß “∏“√≥ ÿ¢  64.1%
√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π°“√æ¬“∫“≈‡©≈’Ë¬ 13.68 ªï (SD
= 8.61) √“¬‰¥â‡©≈’Ë¬ 20,052.84 ∫“∑ (SD = 8571.65)

®“°μ“√“ß∑’Ë 2 æ∫«à“ æ¬“∫“≈∑’Ë¡“√—∫°“√Õ∫√¡∑ÿ°
°≈ÿà¡Õ“¬ÿ¡’§à“‡©≈’Ë¬§–·ππ§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π
«‘™“™’æÕ¬Ÿà„π‡°≥±å Ÿß

®“°μ“√“ß∑’Ë 4 · ¥ß„Àâ‡ÀÁπ«à“ §à“‡©≈’Ë¬§ÿ≥§à“¢Õß
μπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ°àÕπ°“√Õ∫√¡¢Õßæ¬“∫“≈
ª√–®”°“√‡¡◊ËÕ®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π ¡’
§«“¡·μ°μà“ß°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘∑’Ë p< .01

®“°μ“√“ß∑’Ë 5 · ¥ß„Àâ‡ÀÁπ«à“°àÕπ°“√Õ∫√¡ §à“‡©≈’Ë¬
§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ ¢Õßæ¬“∫“≈ª√–®”
°“√°≈ÿà¡∑’ËªØ‘∫—μ‘ß“π„π√–¬–‡«≈“ 1-5 ªï ¡’§à“πâÕ¬°«à“°≈ÿà¡
∑’ËªØ‘∫—μ‘ß“π„π√–¬–‡«≈“‡°‘π 20 ªï Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘
∑’Ë p< .01

®“°μ“√“ß∑’Ë 6 · ¥ß„Àâ‡ÀÁπ«à“ §à“‡©≈’Ë¬§ÿ≥§à“¢Õß
μπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æÀ≈—ß°“√Õ∫√¡¢Õßæ¬“∫“≈
ª√–®”°“√‡¡◊ËÕ®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π  ‰¡à¡’
§«“¡·μ°μà“ß°—π

®“°μ“√“ß∑’Ë 7 æ∫«à“§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–
§ÿ≥§à“„π«‘™“™’æ¢Õßæ¬“∫“≈ª√–®”°“√À≈—ß°“√Õ∫√¡ Ÿß°«à“
°àÕπ°“√Õ∫√¡Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .01)
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μ“√“ß∑’Ë 1  · ¥ß¢âÕ¡Ÿ≈∑—Ë«‰ª¢Õß°≈ÿà¡μ—«Õ¬à“ß

¢âÕ¡Ÿ≈

‡æ» À≠‘ß
™“¬

Õ“¬ÿ
π—∫∂◊Õ»“ π“

æÿ∑∏
§√‘ μå
Õ‘ ≈“¡

 ∂“π¿“æ ¡√ 
‚ ¥
§Ÿà
À¡â“¬ À¬à“·≈–·¬°

√–¥—∫°“√»÷°…“
Õπÿª√‘≠≠“
ª√‘≠≠“μ√’
ª√‘≠≠“‚∑

°“√ªØ‘∫—μ‘ß“π∑’ËÀÕºŸâªÉ«¬
»—≈¬°√√¡
Õ“¬ÿ√°√√¡
Õ◊ËπÊ

Àπà«¬ß“π∑’Ë —ß°—¥
°√–∑√«ß “∏“√≥ ÿ¢
¡À“«‘∑¬“≈—¬
°√ÿß‡∑æ¡À“π§√
Õ◊ËπÊ

√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π
√“¬‰¥â

®”π«π (§π)

241
9

248

236
6
5

131
111
7

5
221
19

162
6
78

157
39
17
32
250
245

√âÕ¬≈–

96.4
3.6

95.5
2.4
2

52.6
44.6
2.78

2
90.2
7.8

65.9
2.4
31.7

64.1
15.9
6.9
13.1

§à“‡©≈’Ë¬ (SD)

36.08 ªï (SD = 8.92)

13.68 ªï (SD = 8.61)
20,052.84 ∫“∑ (SD = 8571.65)

1-5
6-10
11-15
16-20
>20
√«¡

μ“√“ß∑’Ë 2 · ¥ß§à“§–·ππ°àÕπ°“√Õ∫√¡¢Õß §à“‡©≈’Ë¬ à«π‡∫’Ë¬ß‡∫π¡“μ√∞“π ·≈–√–¥—∫§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ
®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π

®”π«π
(§π)

45
76
29
40
60
250

°àÕπ°“√Õ∫√¡

42
71
29
35
55
232

 Ÿß
 Ÿß
 Ÿß
 Ÿß
 Ÿß
 Ÿß

®”π«π
(§π)

√–¥—∫¢Õß§ÿ≥§à“
√–¬–‡«≈“ªØ‘∫—μ‘ß“π

(ªï)

À≈—ß°“√Õ∫√¡

§à“‡©≈’Ë¬§–·ππ
§ÿ≥§à“ (SD)

§à“‡©≈’Ë¬§–·ππ
§ÿ≥§à“ (SD)

3.77 (.32)
3.90 (.33)
3.94 (.28)
3.84 (.31)
4.00 (.33)
3.90 (.33)

3.86 (.41)
4.00 (.40)
4.06 (.34)
4.00 (.23)
4.06 (.37)
4.00 (.37)
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μ“√“ß∑’Ë 4 ‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß¢Õß§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ°àÕπ°“√Õ∫√¡¢Õßæ¬“∫“≈ª√–®”°“√
®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π

Source of variation

Between groups
Within groups

Total

SS

1.65
24.93
26.58

df

4
245
249

MS

.41

.10

F

4.06

p-value

.003

4.00 (.51)
4.24 (.50)
4.22 (.52)
3.89 (.54)
3.61 (.64)
3.44 (.63)
3.40 (.64)
3.9 (.67)

3.79 (.62)
4.02 (.55)
4.06 (.51)
3.84 (.67)
3.68 (.68)
3.75 (.63)
4.04 (.50)
4.12 (.61)
3.91 (.63)
3.92 (.57)
4.21 (.53)
3.92 (.57)
3.77 (.60)
3.78 (.63)
3.80 (.61)
3.80 (.63)
4.00 (.58)

4.09 (.53)
4.05 (.56)

1.  “¡“√∂ √â“ß —¡æ—π∏¿“æ°—∫ºŸâªÉ«¬·≈–ºŸâ√à«¡ß“π
2. „Àâ‡°’¬√μ‘ ‡§“√æ„π ‘∑∏‘¢ÕßºŸâªÉ«¬·≈–≠“μ‘ºŸâªÉ«¬
3. „Àâ‡°’¬√μ‘ ‡ÀÁπ§ÿ≥§à“¢ÕßºŸâ√à«¡ß“π
4.  “¡“√∂ √â“ß ‘Ëß·«¥≈âÕ¡ ·≈–∫√√¬“°“»∑’Ë¥’„π∑’Ë∑”ß“π
5.  “¡“√∂ √â“ß§«“¡ ß∫„Àâ‡°‘¥„π®‘μ„®
6.  “¡“√∂§«∫§ÿ¡§«“¡‡§√’¬¥
7.  “¡“√∂§«∫§ÿ¡§«“¡‚°√∏
8. Õ¥∑πμàÕ ‘Ëßμà“ßÊ À√◊Õ ¿“æ∑’Ë‰¡àæ÷ßª√– ß§å‰¥â ‡™àπ °“√‡™Á¥Õ“‡®’¬π

°“√∑”§«“¡ –Õ“¥ºŸâªÉ«¬∂à“¬ Õÿ®“√–√“¥√¥ œ≈œ
9. ¡Õß‚≈°„π·ßà¥’
10. ¡’§«“¡√—°·≈–‡ÀÁπÕ°‡ÀÁπ„®ºŸâªÉ«¬
11. ¡’§«“¡√—°·≈–§«“¡ª√“√∂π“¥’μàÕºŸâ√à«¡ß“π
12. ¡’§«“¡ ÿ¢„π™’«‘μ
13. ¡’§«“¡ ÿ¢„π°“√∑”ß“π
14. ¬‘È¡·¬â¡ ·≈–¡’Õ“√¡≥å¢—π
15. ‡μÁ¡„®√à«¡¡◊Õ°—∫ºŸâÕ◊Ëπ„π°“√ √â“ßº≈ß“π∑’Ë¥’
16. ¡’§«“¡‡ªìπÀπ÷Ëß‡¥’¬«°—π √—°»—°¥‘Ï»√’·≈–¡’»√—∑∏“μàÕ«‘™“™’æ
17.  “¡“√∂„ÀâÕ¿—¬μπ‡Õß
18.  “¡“√∂„ÀâÕ¿—¬ºŸâÕ◊Ëπ
19. ¡’§«“¡√—∫º‘¥™Õ∫„πÀπâ“∑’Ë
20. √—∫øíßÕ¬à“ß ß∫ ·≈–μ—Èß„®
21. æ¬“¬“¡∑”§«“¡‡¢â“„®À√◊Õ¬Õ¡√—∫ºŸâÕ◊Ëπ¡“°°«à“∑’Ë®–„ÀâºŸâÕ◊Ëπ‡¢â“„®‡√“
22.  √â“ß°”≈—ß„®„ÀâºŸâ∑’Ë∑âÕ∂Õ¬
23. ¥Ÿ·≈ ÿ¢¿“æºŸâªÉ«¬∑—Èß∑“ß√à“ß°“¬ ®‘μ„® ®‘μ«‘≠≠“≥ ·≈– —ß§¡
24. ¥Ÿ·≈ ÿ¢¿“æμπ‡Õß∑—Èß∑“ß√à“ß°“¬ ®‘μ„® ®‘μ«‘≠≠“≥ ·≈– —ß§¡
25. π”§ÿ≥∏√√¡μà“ßÊ¡“„™â„π™’«‘μª√–®”«—πÕ¬à“ß ¡Ë”‡ ¡Õ ‡™àπ ‡ ’¬ ≈–

´◊ËÕ —μ¬å ‡¡μμ“ °√ÿ≥“  ÿ¿“æÕàÕπ‚¬π ‡æ’¬√æ¬“¬“¡ √–‡∫’¬∫«‘π—¬ œ≈œ
26. ‡ÀÁπ§ÿ≥§à“¢Õßß“π
27. ∑à“π‡ªìπ§π∑’Ë¡’§ÿ≥§à“

μ“√“ß∑’Ë 3  · ¥ß§à“‡©≈’Ë¬·≈– à«π‡∫’Ë¬ß‡∫π¡“μ√∞“π§–·ππ§ÿ≥§à“¢Õßμπ‡Õß ·≈–§ÿ≥§à“„π«‘™“™’æ°àÕπ·≈–À≈—ß°“√Õ∫√¡

°àÕπÕ∫√¡
§à“‡©≈’Ë¬§–·ππ§ÿ≥§à“ (SD)

À≈—ßÕ∫√¡

4.01 (.58)
4.20 (.56)
4.21 (.55)
3.97 (.58)
3.77 (.64)**
3.61 (.66)**
3.60 (.68)**
3.97 (.65)*

3.91 (.60)**
4.09 (.56)
4.08 (.55)
3.96 (.64)*
3.77 (.67)*
3.89 (.65)**
4.11 (.54)
4.20 (.59)
4.00 (.61)
4.00 (.60)*
4.22 (.58)
3.99 (.61)
3.89 (.60)*
3.88 (.66)*
3.97 (.57)**
3.90 (.58)**
4.06 (.59)

4.15 (.55)
4.11 (.60)

‡√◊ËÕß

* ¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .05)
** ¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .01)
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μ“√“ß∑’Ë 5 ‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß¢Õß§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ°àÕπ°“√Õ∫√¡¢Õßæ¬“∫“≈ª√–®”°“√
√–À«à“ß°≈ÿà¡∑’Ë¡’√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“πμà“ß°—π

°≈ÿà¡Õ“¬ÿ

1-5
6-10
11-15
16-20
>20

§à“‡©≈’Ë¬ (SD)

3.77 (.32)
3.90 (.33)
3.94 (.28)
3.84 (.31)
4.00 (.33)

1-5

-

6-10

-.14
-

11-15

-.17
-.04
-

16-20

-.08
.06
.10
-

>20

-.24**
-.10
-.06
-.16
-

** ¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .01)

μ“√“ß∑’Ë 6 ‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß¢Õß§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æÀ≈—ß°“√Õ∫√¡¢Õßæ¬“∫“≈ª√–®”°“√
®”·π°μ“¡√–¬–‡«≈“„π°“√ªØ‘∫—μ‘ß“π

Source of variation

Between groups
Within groups

Total

SS

1.22
30.29
31.45

df

4
227
231

MS

.30

.13

F

2.29

p-value

.06

μ“√“ß∑’Ë 7 ‡ª√’¬∫‡∑’¬∫§«“¡·μ°μà“ß¢Õß§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ ¢Õßæ¬“∫“≈ª√–®”°“√°àÕπ·≈–À≈—ß°“√
Õ∫√¡

°≈ÿà¡μ—«Õ¬à“ß

§–·ππ¢Õß°≈ÿà¡μ—«Õ¬à“ß°àÕπ°“√Õ∫√¡
À≈—ß°“√Õ∫√¡

X

3.90
3.98

SD

.33

.42

§«“¡·μ°μà“ß T - test

-3.21**

** ¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .01)

Õ¿‘ª√“¬º≈
º≈°“√»÷°…“· ¥ß„Àâ‡ÀÁπ«à“æ¬“∫“≈°≈ÿà¡∑’ËªØ‘∫—μ‘ß“π

„π√–¬–‡«≈“ 1-5 ªï ¡’§à“‡©≈’Ë¬§–·ππ§ÿ≥§à“¢Õßμπ‡Õß
·≈–§ÿ≥§à“„π«‘™“™’æπâÕ¬°«à“°≈ÿà¡Õ◊ËπÊ (x = 3.77, SD =
.32) ‚¥¬‡©æ“–πâÕ¬°«à“°≈ÿà¡∑’ËªØ‘∫—μ‘ß“π„π√–¬–‡«≈“¡“°°«à“
20 ªï Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (x  = 4.00, SD = .33, p<
.01) ∂÷ß·¡â¡’§–·ππÕ¬Ÿà„π√–¥—∫ Ÿß‡∑à“°—∫∑ÿ°°≈ÿà¡   Õ¥§≈âÕß
°—∫∑’Ë‡∫π‡πÕ√å (Benner) ‰¥â∑”°“√»÷°…“∂÷ß§ÿ≥≈—°…≥–¢Õß
æ¬“∫“≈∑’Ëæ—≤π“μπ‡Õß®π¡’§«“¡‡™’Ë¬«™“≠ (Expert) «à“
μâÕß„™â‡«≈“„π°“√ªØ‘∫—μ‘ß“π 5 ªï¢÷Èπ‰ª ®÷ß®–¡’§«“¡√Ÿâ ÷°∑’Ë
‰« μÕ∫ πÕßμàÕ ∂“π°“√≥åμà“ßÊ ‰¥â√«¥‡√Á«μ√ßª√–‡¥Áπ
·≈–¡’∑—°…–„π°“√«‘‡§√“–Àå Ÿß °“√‡√’¬π√Ÿâ®“°ª√– ∫°“√≥å
™à«¬¥â“π°“√æ—≤π“§«“¡√Ÿâ∑“ß§≈‘π‘° ‡π◊ËÕß®“°‡°‘¥¢÷Èπ„π

 ∂“π°“√≥å®√‘ßμ“¡∏√√¡™“μ‘¡’√Ÿª·∫∫À≈“°À≈“¬·≈–
´—∫´âÕπ ª√– ∫°“√≥å∑’Ë‡°‘¥¢÷Èπ¡’¡“°À√◊ÕπâÕ¬®÷ß¡’º≈μàÕ
æ—≤π“°“√¢Õßæ¬“∫“≈¡“°°«à“°“√‡√’¬π®“°μ”√“[5,6]

§à“‡©≈’Ë¬§ÿ≥§à“¢Õßμπ‡Õß·≈–§ÿ≥§à“„π«‘™“™’æ¢Õß
æ¬“∫“≈ª√–®”°“√À≈—ß°“√Õ∫√¡  Ÿß°«à“°àÕπ°“√Õ∫√¡
Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘  (x = 3.98, SD = .42; x  = 3.90,
SD = .33, p< .01) ·≈–∑”„Àâ°“√√—∫√Ÿâ§ÿ≥§à“„πμπ‡Õß¢Õß
æ¬“∫“≈°≈ÿà¡ 1-5 ªï ¿“¬À≈—ß°“√Õ∫√¡  Ÿß¢÷Èπ®π‰¡à·μ°μà“ß
®“°∑ÿ°°≈ÿà¡Õ“¬ÿ ‡π◊ËÕß®“°«‘∏’°“√ Õπ·≈–‡π◊ÈÕÀ“∑’Ë Õπ∑’Ë
¡ÿàß‡πâπ°“√ √â“ß¢«—≠·≈–°”≈—ß„®„Àâ°—∫æ¬“∫“≈ ‚¥¬°“√®Ÿß„®
„Àâ‡ÀÁπ§ÿ≥§à“„πμπ‡Õß  √â“ß§«“¡°√–μ◊Õ√◊Õ√âπ ·≈–æ≈—ß„®
∑’Ë®–¥Ÿ·≈μπ‡Õß μ≈Õ¥®π„™â§«“¡§‘¥‡™‘ß∫«°∑’Ë®–π”§ÿ≥∏√√¡
¿“¬„πμπ‡Õß¡“„™â„Àâ∫√‘°“√∑“ß°“√·æ∑¬å ·≈–„π°“√
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¥”‡π‘π™’«‘μ[1] º≈∑’Ë‰¥â®÷ß‡æ‘Ë¡°“√√—∫√Ÿâ∂÷ß§«“¡ “¡“√∂¢Õß
μπ‡Õß„π°“√ √â“ß§«“¡ ß∫„π®‘μ„® §«∫§ÿ¡§«“¡‡§√’¬¥
§«“¡‚°√∏  √â“ß°”≈—ß„®„ÀâºŸâ∑’Ë∑âÕ∂Õ¬ √—∫√Ÿâ∂÷ß§«“¡ ÿ¢¢Õß
™’«‘μ·≈–§«“¡ ÿ¢„π°“√∑”ß“π¡“°¢÷Èπ ‡ÀÁπ§«“¡ ”§—≠¢Õß
°“√¥Ÿ·≈ ÿ¢¿“æ¢Õß∑—Èßμπ‡Õß·≈–ºŸâªÉ«¬¡“°¢÷Èπ ·≈–æ√âÕ¡
∑’Ë®–Õ¥∑πμàÕ ‘Ëßμà“ßÊ¡“°¢÷Èπ (μ“√“ß∑’Ë 2)  Õ¥§≈âÕß°—∫∑’Ë
™‘π·≈–·§√¡‡¡Õ√å (Chin PLand Kramer MK) °≈à“«∂÷ß
°√–∫«π°“√„π°“√æ—≤π“§«“¡√Ÿâ∑“ß®√‘¬∏√√¡«à“®–μâÕßºà“π
°“√°√–®à“ß§à“π‘¬¡ (Value clarification) ‡ ’¬°àÕπ ´÷Ëß«‘∏’π’È
‡ªìπ°“√ Õπ‡æ◊ËÕ„ÀâºŸâ‡√’¬π‡¢â“„®μπ‡Õß √Ÿâ§à“π‘¬¡§«“¡‡™◊ËÕ
¢Õßμπ‡Õß ‡¢â“„®ºŸâÕ◊Ëπ ¬Õ¡√—∫§«“¡ §‘¥‡ÀÁπ·≈–§à“π‘¬¡
¢ÕßºŸâÕ◊Ëπ[2] ·≈– Õ¥§≈âÕß°—∫ß“π«‘®—¬°“√Õ∫√¡®√‘¬∏√√¡
¥â«¬«‘∏’°“√∑”§à“π‘¬¡„Àâ°√–®à“ßμàÕ§à“π‘¬¡∑“ß®√‘¬∏√√¡
«‘™“™’ææ¬“∫“≈·≈–§«“¡π—∫∂◊Õμπ‡Õß¢Õßπ—°»÷°…“
æ¬“∫“≈™—Èπªï∑’Ë 3 ¢Õß«—≈¬å≈¥“ ©—π∑å‡√◊Õß«≥‘™¬å·≈–§≥–
´÷Ëßæ∫«à“π—°»÷°…“∑—Èß™—Èπ‡√’¬π¡’§–·ππ‡©≈’Ë¬ §à“π‘¬¡∑“ß
®√‘¬∏√√¡Õ¬Ÿà„π¢—Èπ‡ÀÁπ§ÿ≥§à“ (Valuing)[7] °≈à“«§◊Õ “¡“√∂
∫Õ°∂÷ß ‘Ëß∑’Ë‡¢“‡√’¬π√Ÿâ«à“¡’¢âÕ¥’ ¢âÕ‡ ’¬ ¡’ª√–‚¬™πå À√◊Õ‚∑…
Õ¬à“ß‰√ ®π°√–∑—Ëß¬Õ¡√—∫∂÷ß§ÿ≥§à“¢Õß®√‘¬∏√√¡«‘™“™’æ
‚¥¬· ¥ß°“√¬°¬àÕß™¡‡™¬„π ‘Ëß∑’Ë‡¢“¬Õ¡√—∫§ÿ≥§à“·≈â« ¡’
§«“¡‡™◊ËÕ¡—Ëπ„π°“√°√–∑” ´÷Ëß‰¡à„™à®“°§«“¡ª√“√∂π“∑’Ë®–
‡™◊ËÕøíßÀ√◊Õ¬Õ¡∑”μ“¡ ·μà‡ªìπ°“√‡ÀÁπ§ÿ≥§à“¢Õß°“√
°√–∑”π—Èπ[8] π—°»÷°…“∑’Ë‡¢â“‚ª√·°√¡°“√ àß‡ √‘¡®√‘¬∏√√¡
¡’§–·ππ‡©≈’Ë¬§à“π‘¬¡∑“ß®√‘¬∏√√¡ À≈—ß°“√∑¥≈Õß Ÿß°«à“
°àÕπ∑¥≈ÕßÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p< .01) ≈”¥—∫¢—Èπ∑“ß
®√‘¬∏√√¡¢Õßπ—°»÷°…“„π°≈ÿà¡∑¥≈Õß∫“ß§π‡æ‘Ë¡¢÷Èπ (6.2%)
∂÷ß¢—Èπæ¬“¬“¡®—¥√–∫∫°“√°√–∑”‡™‘ß®√‘¬∏√√¡„π™’«‘μ´÷Ëß
‡ªìπ¢—Èπ∑’Ë 4 ®“°∑’Ë‰¡à‡§¬¡’„π¢—Èππ’È „π¢≥–∑’Ë°≈ÿà¡§«∫§ÿ¡
‰¡à¡’°“√‡ª≈’Ë¬π·ª≈ß[7] ·≈– Õ¥§≈âÕß°—∫∑’Ë·§√∏‚«≈
(Krathwohl) °≈à“««à“°“√®–¬Õ¡√—∫§à“π‘¬¡‡¢â“‰ª®π∂÷ß¢—Èπ

®—¥√–∫∫ √ÿª‡ªìπ§«“¡§‘¥√«∫¬Õ¥  √â“ß·ºπ °Æ‡°≥±å
°“√ª√–æƒμ‘ªÆ‘∫—μ‘„Àâ Õ¥§≈âÕß°—∫√–∫∫∑’Ë‡¢“ √â“ß¢÷Èπ ‡ªìπ
 ‘Ëß∑’Ë¬“° μàÕ®“°π—ÈπμâÕß„™â§«“¡æ¬“¬“¡Õ¬à“ß¡“° ”À√—∫
ºŸâ„À≠à‡æ◊ËÕ®–„Àâ∂÷ß¢—Èπ Ÿß ÿ¥§◊Õ¢—Èπ∑’Ë 5 §◊ÕªØ‘∫—μ‘®π‡°‘¥‡ªìπ
°‘®π‘ —¬[8] π—°»÷°…“°≈ÿà¡∑¥≈Õß∑—ÈßÀ¡¥√Ÿâ ÷°°√–®à“ß·®âß
¡“°¢÷Èπ„π°“√æ‘®“√≥“§«“¡¡’®√‘¬∏√√¡μ≈Õ¥®πμ—Èß„®®–
æ—≤π“§ÿ≥≈—°…≥–«‘™“™’æÕ¬à“ßμàÕ‡π◊ËÕßμàÕ‰ª πÕ°®“°π—Èπ
ª√–‡¡‘π«à“ ùù‰¥â∑∫∑«π ‘Ëß∑’Ë‡§¬∑”¡“´÷Ëß§‘¥«à“‡ªìπ‡√◊ËÕß
∏√√¡¥“·μà®√‘ßÊ·≈â«¡’§ÿ≥§à“ûû[7] °“√æ—≤π“®√‘¬∏√√¡
√–¥—∫¢—Èπ∑“ß®√‘¬∏√√¡„Àâ Ÿß¢÷Èπ®÷ßμâÕß°“√‡«≈“·≈–§«“¡
μàÕ‡π◊ËÕß ‡æ◊ËÕ‡æ‘Ë¡§«“¡√Ÿâ ÷°∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“
„π«‘™“™’æ„Àâ Ÿß¢÷Èπ∂÷ß√–¥—∫¥’¡“° Õ—π®– àßº≈μàÕ§ÿ≥¿“æ¢Õß
∫√‘°“√∑“ß°“√·æ∑¬å∑’Ë¬—Ëß¬◊π (sustainable) ·≈–æ—≤π“„Àâ
¥’¬‘Ëß¢÷ÈπμàÕ‰ª

¢âÕ‡ πÕ·π–
1. §«√®—¥°“√Õ∫√¡„π≈—°…≥–π’È„Àâ·°àæ¬“∫“≈ ·≈–

∫ÿ§≈“°√∑“ß°“√·æ∑¬å°≈ÿà¡μà“ßÊ μàÕ‰ª ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß
∫ÿ§≈“°√„À¡à ‡æ◊ËÕ‡æ‘Ë¡§«“¡√Ÿâ ÷°∂÷ß§ÿ≥§à“„πμπ‡Õß·≈–§ÿ≥§à“
„π«‘™“™’æ„Àâ Ÿß¢÷Èπ∂÷ß√–¥—∫¥’¡“° ‡æ◊ËÕ°“√∑”ß“π√à«¡°—πÕ¬à“ß
¡’§«“¡ ÿ¢ ·≈–‡æ‘Ë¡§ÿ≥¿“æ·≈–¡“μ√∞“π¢Õßß“π

2. °“√ √â“ß¢«—≠·≈–°”≈—ß„®„Àâ°—∫∫ÿ§≈“°√π—ÈπÕ“®
∑”‰¥âÀ≈“¬√Ÿª·∫∫ ‡™àπ °“√Õ∫√¡‚¥¬‡æ‘Ë¡‡«≈“°“√∫√√¬“¬
·≈–À—«¢âÕ‡©æ“–´÷Ëß‡ªìπ§ÿ≥§à“À≈—°¢ÕßÀπà«¬ß“π ‡™àπ
§«“¡√—∫º‘¥™Õ∫ §«“¡√à«¡¡◊Õ §«“¡ ÿ¢„π°“√∑”ß“π œ≈œ
ªï≈– 1-2 §√—Èß °“√Õ∫√¡‡™‘ßªØ‘∫—μ‘°“√ À√◊Õ°“√®—¥‡ «π“
„π°≈ÿà¡‡≈Á°Ê ¢Õß·μà≈–Àπà«¬ß“π „π√–¬–‡«≈“ 1-1.5 ™—Ë«‚¡ß
Õ¬à“ß ¡Ë”‡ ¡Õ

3. §«√¡’°“√μ‘¥μ“¡‡æ◊ËÕª√–‡¡‘πª√– ‘∑∏‘º≈¢Õß°“√
®—¥Õ∫√¡„π√–¬–¬“«μàÕ‰ª
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Spontaneous Perinephric Hemorrhage
Caused by Urinary Tract Infection:
A Case report.

æ‘‡»… Õ‘π «π æ.∫.*

π‘æπ∏åμâπ©∫—∫

* °≈ÿà¡ß“π»—≈¬°√√¡ ‚√ßæ¬“∫“≈»√’ —ß«√ ÿ‚¢∑—¬ Õ”‡¿Õ»√’ ”‚√ß ®—ßÀ«—¥ ÿ‚¢∑—¬

∫∑§—¥¬àÕ
Spontaneous perinephric hemorrhage (SPH) ∑’Ë‡°‘¥®“°¿“«–μ‘¥‡™◊ÈÕ„π√–∫∫∑“ß‡¥‘πªí  “«–π—Èπæ∫‰¥âπâÕ¬

„π‡«™ªØ‘∫—μ‘»—≈¬°√√¡√–∫∫ªí  “«– ºŸâªÉ«¬À≠‘ßÕ“¬ÿ 51 ªï ¡“¥â«¬Õ“°“√ª«¥‡Õ«¢«“ ¡’‰¢â ª√–«—μ‘‡§¬√—°…“¿“«–μ‘¥
‡™◊ÈÕ„π√–∫∫∑“ß‡¥‘πªí  “«– μ√«®‡≈◊Õ¥æ∫¡’‚≈À‘μ®“ß ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕßæ∫ large right perinephric hemor-
rhage. Suspected acute pyelonephritis with focal mass formation at lower pole of the right kidney ºŸâªÉ«¬
¡’Õ“°“√∑√ÿ¥≈ß„π«—π∑’Ë 10 À≈—ß„Àâ°“√√—°…“·∫∫ª√–§—∫ª√–§Õß·≈–„Àâ¬“ªØ‘™’«π– ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß È́”
æ∫¡’°“√‡æ‘Ë¡¢π“¥¢Õß hematoma ·≈–¡’ emphysematous pyelonepritis (EPN type II) √—°…“‚¥¬«‘∏’ºà“μ—¥‰μ√à«¡
°—∫„Àâ¬“ªØ‘™’«π–μ“¡º≈°“√‡æ“–‡™◊ÈÕ∑’ËμÕ∫ πÕßπ“π 2  —ª¥“Àå À≈—ß°“√√—°…“Õ“°“√ºŸâªÉ«¬‡ªìπª°μ‘¥’

§” ”§—≠: spontaneous perinephric hemorrhage, urinary tract infection.
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∫∑π”
Spontaneous perinephric hemorrhage (SPH) „π

ºŸâªÉ«¬∑’Ë‰¡à¡’ª√–«—μ‘Õÿ∫—μ‘‡Àμÿ À√◊Õ°“√„™â¬“μâ“π°“√·¢Áßμ—«
¢Õß‡≈◊Õ¥  à«π„À≠à¡—°‡°‘¥®“°°“√·μ°¢Õß°âÕπ‡π◊ÈÕßÕ°„π‰μ
∑’Ëæ∫∫àÕ¬ ‰¥â·°à Angiomyolipoma (AML) ·≈–¡–‡√Áß‰μ
(renal cell carcinoma: RCC)  à«π “‡ÀμÿÕ—π¥—∫√Õß≈ß¡“
‰¥â·°à §«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥„π‰μ®“°‚√§ polyarteritis
nodosa (PAN)[1]  à«π “‡ÀμÿÕ◊ËπÊ∑’Ë∑”„Àâ‡°‘¥¿“«– SPH
‰¥â·°à §«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥„π‰μ ‡™àπ renal artery
aneurysm, renal artery infarction, AVM ·≈–°“√μ‘¥‡™◊ÈÕ
„π‰μÀ√◊Õ∑“ß‡¥‘πªí  “«–´÷Ëß‡ªìπ “‡Àμÿ¢Õß SPH „πºŸâªÉ«¬
√“¬π’È °“√«‘π‘®©—¬ SPH Õ“»—¬®“°ª√–«—μ‘‚¥¬ºŸâªÉ«¬
 à«π„À≠à¡—°¡“¥â«¬Õ“°“√ª«¥‡Õ« ªí  “«–‡ªìπ‡≈◊Õ¥ À√◊Õ
¿“«–™ÁÕ°®“°°“√‡ ’¬‡≈◊Õ¥¡“° √à«¡°—∫°“√μ√«®‡Õ°´‡√¬å
§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß (CT scan) À√◊Õ renal angiography.

√“¬ß“πºŸâªÉ«¬
ºŸâªÉ«¬À≠‘ß‰∑¬ Õ“¬ÿ 51 ªï Õ“™’æ√—∫®â“ß ¡’Õ“°“√ª«¥

‡Õ«¢«“√à«¡°—∫ª«¥·πàπ≈‘Èπªïò 1  —ª¥“Àå ªí  “«– ’πÈ”≈â“ß
‡π◊ÈÕ 2 §√—Èß ‰¡à¡’‰¢â ª√–«—μ‘‡§¬ºà“μ—¥π‘Ë«„π‰μ´â“¬·≈–π‘Ë«
∑àÕ‰μ¢«“‡¡◊ËÕ 3 ªï°àÕπ ªØ‘‡ ∏‚√§ª√–®”μ—«„¥Ê πÈ”Àπ—°≈¥
11 °‘‚≈°√—¡ „π 2 ‡¥◊Õπ μ√«® —≠≠“≥™’ææ∫§«“¡¥—π‚≈À‘μ
80/50 mmHg ™’æ®√ 86 §√—ÈßμàÕπ“∑’ À“¬„® 16 §√—ÈßμàÕ
π“∑’ Õÿ≥À¿Ÿ¡‘ 37 Õß»“‡´≈‡ ’́¬  μ√«®√à“ß°“¬°¥‡®Á∫∫√‘‡«≥
≈‘Èπªïò·≈–‡Õ«¢«“‡≈Á°πâÕ¬ μ√«®‰¡àæ∫§«“¡º‘¥ª°μ‘∑“ß
º‘«Àπ—ß Urinalysis: spgr. 1.020, pH 5.0, Alb trace, Sugar
3+, RBC 3-5, WBC 10-20 ‡Õ°´‡√¬åæ∫ small bilateral
RC ·æ∑¬å‰¥â„Àâ¬“ªØ‘™’«π– (Norfloxacin 400 mg 1 tab
bid) 1 «—π°àÕπ¡“‚√ßæ¬“∫“≈¡’Õ“°“√ª«¥‡Õ«¢«“¡“°¢÷Èπ
®÷ß¡“‚√ßæ¬“∫“≈ μ√«®√à“ß°“¬·√°√—∫ —≠≠“≥™’æ §«“¡¥—π
‚≈À‘μ 105/69 mmHg ™’æ®√ 80 §√—ÈßμàÕπ“∑’ À“¬„® 16
§√—ÈßμàÕπ“∑’ Õÿ≥À¿Ÿ¡‘ 38.2 Õß»“‡´≈‡ ’́¬  μ√«®√à“ß°“¬ ‡®Á∫
‡Õ«¢«“‡≈Á°πâÕ¬ º≈μ√«®Õ—≈μ√“´“«π¥å KUB æ∫ fluid
collection √Õ∫‰μ¢«“ ·≈– bilateral lower calyceal stone
without obstruction, º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ CBC:
Hct 29%, WBC 19090, PMN 83.2,  L 10,  M 5.9 E 0.3,
Plt. 433,000 PT 14.6 (§à“ª°μ‘ 14-16),  PTT 25 (§à“ª°μ‘
27-43) º≈μ√«®ªí  “«–Õ¬Ÿà„π‡°≥±åª°μ‘ º≈μ√«®°“√

∑”ß“π¢Õß‰μ·≈–Õ‘‡≈°‚μ√‰≈∑åÕ¬Ÿà„π‡°≥±åª°μ‘ (BUN 23
mg/dl, Cr 1.21 mg/dl, Na 137, K 4.8,  Cl 104, CO2 20)
LFT: Albumin 2.8, Globulin 4.7, TB 0.9, DB 0.2,
Alk.Phos 103, ALT 20, AST 46 °“√μ√«®‡Õ°´‡√¬å
§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß ¥—ß· ¥ß„π√Ÿª∑’Ë 1

πÈ”Àπ—°≈¥ 11 °°. „π 2 ‡¥◊Õπ μ√«®√à“ß°“¬‰¡àæ∫
§«“¡º‘¥ª°μ‘∑“ßº‘«Àπ—ß μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡æ‘Ë¡‡μ‘¡
FBS= 94 mg%, ESR=115 (0-20 min/hr), HBsAg posi-
tive, Anti-HBs negative, Anti-HBc positive „Àâ°“√
√—°…“§«“¡¥—π‚≈À‘μª°μ‘ Õÿ≥À¿Ÿ¡‘ 37-38 Õß»“‡´≈‡´’¬ 
Serial Hct 28-33% ºŸâªÉ«¬‰¡à¡’Õ“°“√ª«¥‡Õ«¢«“ ªí  “«–
ª°μ‘

º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ∫¿“«– ’́¥ (Hct
29%) ·≈– leucocytosis (WBC 19090) º≈μ√«®°“√
∑”ß“π¢Õßμ—∫æ∫ hypoalbuminemia (Alb 2.8 mg)  ·≈–
alkaline phosphatase  Ÿß (ALP 103 mg%)  à«π°“√
μ√«®°“√∑”ß“π¢Õß‰μ Õ‘‡≈°‚μ√‰≈∑å °“√·¢Áßμ—«¢Õß‡≈◊Õ¥
·≈–ªí  “«–Õ¬Ÿà„π‡°≥±åª°μ‘

°“√μ√«®«‘π‘®©—¬‡∫◊ÈÕßμâπºŸâªÉ«¬√“¬π’È §◊Õ spontane-
ous perinephric hemorrhage (SPH) §«√„™â°âÕπ‡π◊ÈÕ
ßÕ° ‡ªìπ different ·√° ‡æ√“– incidence  Ÿß°«à“ ‡π◊ËÕß®“°
ºŸâªÉ«¬√“¬π’È¡’§«“¡¥—π‚≈À‘μª°μ‘ ®÷ß„Àâ°“√√—°…“·∫∫
ª√–§—∫ª√–§Õß‚¥¬„ÀâπÈ”‡°≈◊Õ·≈–¬“ªØ‘™’«π–∑“ßÀ≈Õ¥
‡≈◊Õ¥¥” ‡π◊ËÕß®“°ºŸâªÉ«¬√“¬π’È¡’§«“¡¥—π‚≈À‘μª°μ‘ ®÷ß„Àâ°“√
√—°…“·∫∫ª√–§—∫ª√–§Õß ‚¥¬„ÀâπÈ”‡°≈◊Õ·≈–¬“ªØ‘™’«π–
∑“ßÀ≈Õ¥‡≈◊Õ¥¥”

®“°ª√–«—μ‘ º≈μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√·≈–‡Õ°´‡√¬å
§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß  ß —¬ “‡Àμÿ¢Õß SPH „πºŸâªÉ«¬√“¬
π’È 3 ‚√§§◊Õ °âÕπ‡π◊ÈÕßÕ°∑’Ë‰μ·μ° ÷́ËßÀ“°º≈°“√√—°…“·∫∫
ª√–§—∫ª√–§Õß‰¡à¡’¿“«–·∑√°´âÕπ„¥Ê À√◊Õ¡’‡≈◊Õ¥ÕÕ°´È”
ºŸâ√“¬ß“π«“ß·ºπ∑’Ë®–μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß
´È”‡æ◊ËÕμ‘¥μ“¡≈—°…≥–¢Õß°âÕπ∑’Ë ß —¬„π‰μ¢«“  “‡Àμÿ∑’Ë 2
§◊Õ®“°¿“«–μ‘¥‡™◊ÈÕ„π‰μ·≈â«‡°‘¥¿“«– SPH μ“¡¡“ ÷́Ëß‡ªìπ
 “‡Àμÿ¢Õß SPH ∑’Ëæ∫‰¥âπâÕ¬¡“°  à«πÕ’° “‡Àμÿ∑’Ë ß —¬„π
ºŸâªÉ«¬√“¬π’È§◊Õ ‚√§ polyarteritis nodosa (PAN) ÷́Ëß°“√
«‘π‘®©—¬μâÕßÕ“»—¬°“√μ—¥‡π◊ÈÕ∫√‘‡«≥√Õ¬‚√§ À√◊Õ angiog-
raphy  ·μà„πºŸâªÉ«¬√“¬π’È ‰¡àæ∫√Õ¬‚√§∑’Ëº‘«Àπ—ß   à«π°“√∑”
angiography ‰¡à “¡“√∂∑”‰¥â‡π◊ËÕß®“°¢âÕ®”°—¥∑“ß‡∑§π‘§
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¢Õß‚√ßæ¬“∫“≈ ºŸâªÉ«¬‰¥â√—∫°“√√—°…“·∫∫ª√–§—∫ª√–§Õß
Õ¬Ÿà‚√ßæ¬“∫“≈π“π 7 «—π urine culture ·≈– hemoculture
2 spp. ‰¡àæ∫‡™◊ÈÕ„π 3 «—π Õ“°“√ª°μ‘‰¡à¡’‰¢â·≈–‡®Á∫‡Õ«
®÷ßÕπÿ≠“μ„Àâ°≈—∫∫â“π À≈—ß°≈—∫∫â“π 3 «—πºŸâªÉ«¬¡’Õ“°“√ª«¥
‡Õ«¢«“¡“°·≈–¡’‰¢â Ÿß®÷ß¡“‚√ßæ¬“∫“≈ μ√«®√à“ß°“¬·√°
√—∫ —≠≠“≥™’æ §«“¡¥—π‚≈À‘μ 96/68 mmHg ™’æ®√ 90
§√—ÈßμàÕπ“∑’ À“¬„® 20 §√—ÈßμàÕπ“∑’ Õÿ≥À¿Ÿ¡‘ 38.2 Õß»“
‡´≈‡´’¬  μ√«®√à“ß°“¬‡®Á∫‡Õ«¢«“¡“° CBC: Hb 8.3 g/dl,
Hct 25.5%, WBC 20310, PMN 78.9, L 12.5, M 8.3,
E 0.2, Plt. 523,000 PT 14.1(14-16), PTT 41.4(27-43)
„Àâ PRC 2 unit μ√«® Hct ´È”‰¥â 33% §«“¡¥—π‚≈À‘μª°μ‘
®÷ß àßμ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß¥—ß· ¥ß„π√Ÿª∑’Ë 2
æ∫¢π“¥¢Õß perinephric hematoma ‚μ¢÷Èπ ·≈–¡’ em-
physematous pyelonepritis (EPN type II) ®÷ß‰¥âπ”ºŸâªÉ«¬
‰ªºà“μ—¥ explore right æ∫ Infected perinephric hema-
toma 1,500 ml, Emphysematous pyelonephritis at
lower pole ¢≥–ºà“μ—¥¡’ active bleed ®“° renal paren-

chyma ¡“°‰¡à “¡“√∂ control bleeding ‰¥â ®÷ß subcap-
sular nephrectomy √à«¡°—∫ evacuate infected hema-
toma ·≈–≈â“ß retroperitoneal ¥â«¬ hydrogen pero-
xide, dilute providine solution ·≈– normal saline ·≈â«
«“ß tube drain ‰«â∑’Ëμ”·Àπàß renal fossa

º≈‡æ“–‡™◊ÈÕ®“° hematoma ·≈–º≈ Urine culture
°àÕπ∂Õ¥ “¬ «πªí  “«–‡ªìπ E.coli À≈—ßºà“μ—¥ 3 «—π ¡’
ªí≠À“ wound infection ºŸâªÉ«¬¡’‰¢â Ÿß ·≈– drain ¡’≈—°…≥–
‡ªìπÀπÕß º≈‡æ“–‡™◊ÈÕ®“° drain ¢÷Èπ E.coli >10[5] ´÷Ëß
μÕ∫ πÕßμàÕ¬“ªØ‘™’«π–·μ°μà“ß®“° E.coli ®“° hema-
toma ºŸâªÉ«¬‰¥â√—∫°“√ºà“μ—¥´È” æ∫ pocket of exudative
at subphrnic space ®÷ß∑”°“√√–∫“¬ÀπÕß·≈–«“ß Tube
drain ‰«â À≈—ßºà“μ—¥‰¡à¡’‰¢â Õ“°“√∑—Ë«‰ª‡ªìπª°μ‘ ‰¡à¡’·º≈
μ‘¥‡™◊ÈÕ º≈μ√«®∑“ßæ¬“∏‘‡ªìπ Hemorrhage ·≈– perine-
phric abscess, ‰¡àæ∫ malignancy μ√«®μ‘¥μ“¡º≈ 3 ‡¥◊Õπ
ºŸâªÉ«¬¡’Õ“°“√ª°μ‘ πÈ”Àπ—°¢÷Èπ 9 °.°. º≈°“√μ√«®∑“ßÀâÕß
ªØ‘∫—μ‘°“√Õ¬Ÿà„π‡°≥±åª°μ‘

√Ÿª∑’Ë 1 Unenhanced (A, B) and enhanced (C, D) CT shows a large right perinephric fluid collection mixed with high-
density hematoma. A small calyceal stone (black arrows) is present in both lower poles. There is a suspected
heterogeneous hypoattenuating mass-like lesion (white arrow) in the right lower pole.

A B

C D
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«‘®“√≥å
¿“«– spontaneous renal hemorrhage ¿“¬„π

renal capsule À√◊Õ Gerotaûs fascia ¡’√“¬ß“π§√—Èß·√°
‚¥¬ Wunderlich „πªï §.».1856 ÷́Ëß¡’ “‡Àμÿ¥—ß· ¥ß„π
μ“√“ß∑’Ë 1[1-7] ®“°√“¬ß“π¢Õß Zhang ·≈–§≥– ÷́Ëß∑”°“√
»÷°…“„πºŸâªÉ«¬ 165 √“¬ æ∫«à“ “‡Àμÿ‡°‘¥®“°‡π◊ÈÕßÕ°‰μ §‘¥
‡ªìπ√âÕ¬≈– 61 ¢Õß°“√‡°‘¥ SPH  à«π angiomyolipoma
æ∫√âÕ¬≈– 29 renal cell carcinoma √âÕ¬≈– 26 ·≈– polya-
rteritis nodosa (PAN) æ∫√âÕ¬≈– 12  à«π “‡Àμÿ®“°°“√
μ‘¥‡™◊ÈÕæ∫‡æ’¬ß √âÕ¬≈– 2 ‡∑à“π—Èπ[1]

°“√«‘π‘®©—¬ SPH μâÕßÕ“»—¬Õ“°“√¢ÕßºŸâªÉ«¬√à«¡°“√
 àßμ√«®æ‘‡»… ‚¥¬∑—Ë«‰ªÕ—≈μ√“´“«π¥å¡—°„™â‡ªìπ°“√μ√«®
«‘π‘®©—¬‡∫◊ÈÕßμâπ‡π◊ËÕß®“° –¥«°·≈–√«¥‡√Á« ·μà‰¡à “¡“√∂
·¬°·¬– “‡Àμÿ‰¥â ¥—ßπ—Èπ°“√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß
∑âÕß®÷ß„Àâ¢âÕ¡Ÿ≈∑’Ë™—¥‡®π°«à“ πÕ°®“°π’È„πºŸâªÉ«¬∫“ß√“¬
Õ“®μâÕß∑” selective angiography „π°√≥’∑’Ë ß —¬§«“¡
º‘¥ª√°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥ ‡™àπ polyarteritis nodosa (PAN)
´÷Ëß‡ªìπ multisystem disease ∑”„Àâ‡°‘¥√Õ¬‚√§„πÀ≈Õ¥

μ“√“ß∑’Ë 1 Causes of spontaneous perinephric hemor-
rhage (SPH)

        Tumors Vascular disease (17%)*
Benign tumors (31.5%)* Polyarteritis nodosa**

Angiomyolipoma** Renal artery aneurysm
Adenoma Renal artery infarction
Oncocytoma Ateriovenous malformation
Hemangioma Portal hypertension

Malignant tumors (29.7%)* Infection (2.4%)*
Renal cell carcinoma** Pyelonephritis
Transitional cell carcinoma Renal abscess
Sarcoma Idiopathic hemorrhage

(6.7%)*
Metastatic carcinoma Miscellaneous (12.7%)*

Cyst rupture
Nephrosclerosis
Preeclampsia

* percentages from a series of 165 patients[1]
**  “‡Àμÿ∑’Ëæ∫∫àÕ¬

√Ÿª∑’Ë 2 Unenhanced (A, B) and enhanced (C, D) CT follow up 10 days shows an interval increase in size of the right
perinephric collection with new gas bubbles and air-fluid level. Note intraparenchymal gas (white arrow) at
the previously suspected mass-like lesion.

A B

C D
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‡≈◊Õ¥¢π“¥°≈“ß ‡™àπ GI tract, liver, kidney ·≈– vasa
nervosum Õ“°“√¡—°‰¡à‡©æ“–‡®“–®ß  ºŸâ„À≠à à«π„À≠à¡’‰¢â
‡∫◊ËÕÕ“À“√ πÈ”Àπ—°≈¥ ª«¥¢âÕÀ√◊Õ¡’¢âÕÕ—°‡ ∫ μ√«®∑“ß
ÀâÕßªØ‘∫—μ‘°“√æ∫ elevated ESR (>60 mm/h), increased
C-reactive protein, leucocytosis (45-75%), decrease
serum albumin, normochromic anemia (34-79%),
thrombocytosis, presence of hepatitis B surface anti-
gen (7-36%) °“√«‘π‘®©—¬Õ“»—¬ symptomatic tissue bio-
psy À√◊Õ°“√∑” angiography ´÷Ëß®–æ∫≈—°…≥– arterial
saccular À√◊Õ fusiform aneurysms ·≈– narrowing À√◊Õ
tapering of the arteries æ∫∫àÕ¬∑’Ë‰μ μ—∫ ·≈– mesen-
teric arteries[8] ´÷Ëß®“°ª√–«—μ‘·≈–°“√μ√«®∑“ßÀâÕß
ªØ‘∫—μ‘°“√‡¢â“‰¥â°—∫ºŸâªÉ«¬√“¬π’È

º≈‡æ“–‡™◊ÈÕ®“°ªí  “«– ·≈– hematoma ‰¥â E.coli
·≈–º≈μ√«®∑“ßæ¬“∏‘‡ªìπ hemorrhage ·≈– perinephric
abscess ‚¥¬‰¡à¡’ malignancy

Kun-Feng Lee ·≈–§≥–√“¬ß“π°“√√—°…“ SPH ∑’Ë
‡°‘¥®“°¿“«–μ‘¥‡™◊ÈÕ√–∫∫∑“ß‡¥‘πªí  “«–„πºŸâªÉ«¬ 1 √“¬
‚¥¬«‘∏’ºà“μ—¥‰μÕÕ°·μàºŸâªÉ«¬‡ ’¬™’«‘μ®“°¿“«–·∑√°´âÕπ
Õ◊ËπÀ≈—ßºà“μ—¥ 10 «—π[9] ´÷ËßºŸâªÉ«¬√“¬π’È ‰¥â√—∫°“√√—°…“‚¥¬
°“√μ—¥‰μ‡™àπ°—π ·μà‰¡à¡’¿“«–·∑√°´âÕπÀ≈—ßºà“μ—¥ °“√

√—°…“¥â«¬«‘∏’Õ◊ËπÊ ¡’√“¬ß“π‚¥¬ Kim ·≈–§≥– ´÷Ëß„™â«‘∏’
Percutaneous needle aspiration and drainage ª√– ∫
§«“¡ ”‡√Á®¥’[10] Õ¬à“ß‰√°Áμ“¡ »—≈¬·æ∑¬å à«π„À≠à‡≈◊Õ°
°“√√—°…“¥â«¬«‘∏’°“√ºà“μ—¥[1,7] ·μà°“√∑” selective angiog-
raphy √à«¡°—∫ embolization „π°√≥’∑’Ë‰¡à„™à “‡Àμÿ®“°
¡–‡√Áß ‡™àπ „π°√≥’ºŸâªÉ«¬ angiomyolipoma °Á “¡“√∂
À≈’°‡≈’Ë¬ß°“√ºà“μ—¥©ÿ°‡©‘π´÷Ëß¡’‚Õ°“ μ—¥‰μ Ÿß‰¥â[11]  à«π
„π°√≥’∑’Ë°“√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å‰¡àæ∫°âÕπ∑’Ë‡ªìπ
 “‡Àμÿ¢Õß SPH §«√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å´È”„π
‡«≈“∑’Ë‡À¡“– ¡ À“°¬—ß‰¡àæ∫ “‡Àμÿ§«√∑” selective
angiography ‡æ◊ËÕÀ“§«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥ ‡™àπ
arteriovenous malformation, renal artery aneurysm
·≈– polyarteritis nodosa (PAN)[12]

 √ÿª
¿“«– spontaneous perirenal hemorrhage (SPH)

·¡â®–æ∫‰¥â ‰¡à∫àÕ¬ ·μà»—≈¬·æ∑¬å√–∫∫ªí  “«–§«√√–≈÷°‰«â
‡ ¡Õ °“√«‘π‘®©—¬μâÕßÕ“»—¬ª√–«—μ‘ °“√μ√«®∑“ßÀâÕß
ªØ‘∫—μ‘°“√·≈–°“√μ√«®æ‘‡»… ‚¥¬‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å
‡ªìπ°“√μ√«®∑’Ë„Àâ¢âÕ¡Ÿ≈‰¥â¥’‡æ◊ËÕ«“ß·ºπ°“√√—°…“∑’Ë‡À¡“– ¡
μàÕ‰ª
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°“√»÷°…“√–¥—∫ŒÕ√å‚¡π‡æ»™“¬ ·≈–Õ“°“√
¢Õß™“¬ Ÿß«—¬ „π™“¬ Ÿß«—¬∑’Ë¡’¿“«–
‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß‡æ»

™—¬æ√  ¡∫Ÿ√≥å∏π°‘® æ.∫.*, Õ¿‘™“μ‘ °ß°–π—π∑πå æ.∫.**,
°«‘√—™ μ—πμ‘«ß…å æ.∫.**

π‘æπ∏åμâπ©∫—∫

* ·æ∑¬åª√–®”∫â“πªï∑’Ë 4
** Àπà«¬»—≈¬»“ μ√å√–∫∫∑“ß‡¥‘πªí  “«– ¿“§«‘™“»—≈¬»“ μ√å §≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

∫∑§—¥¬àÕ
«—μ∂ÿª√– ß§å¢Õß°“√«‘®—¬π’È§◊Õ‡æ◊ËÕ∑”°“√»÷°…“§«“¡ —¡æ—π∏å¢ÕßÕ“¬ÿ √–¥—∫ŒÕ√å‚¡π‡æ»™“¬ ·≈–Õ“°“√¢Õß™“¬

 Ÿß«—¬ „π™“¬‰∑¬ Ÿß«—¬∑’Ë¡’¿“«–‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß‡æ» (Erectile Dysfunction) ‚¥¬»÷°…“„π™“¬‰∑¬Õ“¬ÿμ—Èß·μà 40 ªï
¢÷Èπ‰ª ∑’Ë¡’Õ“°“√‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß‡æ» ∑’Ë¡“√—∫°“√μ√«®√—°…“∑’Ë§≈‘π‘° ÿ¢¿“æ‡æ»™“¬ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å  ®”π«π
51 √“¬ ‚¥¬∑”°“√´—°ª√–«—μ‘¢âÕ¡Ÿ≈ à«π∫ÿ§§≈ μ√«®√à“ß°“¬ μÕ∫·∫∫ Õ∫∂“¡ Aging Male Symptom (AMS) scale
·≈–‡®“–‡≈◊Õ¥À“√–¥—∫ŒÕ√å‚¡π‡æ»™“¬ ®“°°“√»÷°…“æ∫«à“™“¬‰∑¬ Ÿß«—¬∑’Ë¡’¿“«–‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß‡æ»®”π«π
51 √“¬ ¡’Õ“¬ÿ‡©≈’Ë¬ 59.6 ªï ·≈–¡’§à“‡©≈’Ë¬¢Õß√–¥—∫ Total Serum Testosterone, Free Testosterone, Bioavialable
Testosterone Level ·≈– Sex Hormone Binding Globulin ‡∑à“°—∫ 453.7 ng/dl, 8.7 ng/dl, 208.4 ng/dl ·≈–
38 nmol μ“¡≈”¥—∫ ‚¥¬æ∫«à“¡’ 6 √“¬§‘¥‡ªìπ√âÕ¬≈– 11.8 ¡’√–¥—∫ Total Testosterone μË”°«à“ 300 ng/dl ·μàæ∫«à“
∑ÿ°√“¬¡’√–¥—∫ Free Testosterone ·≈– Bioavialable Testosterone „π√–¥—∫ª°μ‘

°≈ÿà¡μ—«Õ¬à“ß à«π„À≠à¡’Õ“°“√¢Õß™“¬ Ÿß«—¬ (AMS Scale) „π√–¥—∫ª“π°≈“ß §‘¥‡ªìπ√âÕ¬≈– 41.2 ·≈–æ∫«à“
AMS Scale ‰¡à¡’§«“¡ —¡æ—π∏å°—∫√–¥—∫ŒÕ√å‚¡π‡æ»™“¬ πÕ°®“°π’È¬—ßæ∫«à“Õ“¬ÿ¡’§«“¡ —¡æ—π∏å‡©æ“–°—∫ Sex Hormone
Binding Globulin Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p<0.05) ·μà‰¡à¡’§«“¡ —¡æ—π∏å°—∫ AMS Scale, Total Serum Testoster-
one, Free Testosterone ·≈– Bioavialable Testosterone Level

 √ÿª§–·ππ AMS Scale ‰¡à —¡æ—π∏å°—∫Õ“¬ÿ ·≈–√–¥—∫ŒÕ√å‚¡π‡æ»™“¬ ®÷ß‰¡à “¡“√∂„™â screening ¿“«–
ŒÕ√å‚¡π‡æ»™“¬μË”„π™“¬ Ÿß«—¬∑’Ë¡’¿“«–‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß‡æ»‰¥â ¥—ßπ—Èπ„πºŸâªÉ«¬™“¬∑’Ë¡’¿“«–‡ ◊ËÕ¡ ¡√√∂¿“æ∑“ß
‡æ»§«√‰¥â√—∫°“√μ√«® ŒÕ√å‚¡π‡æ»™“¬ ‡æ◊ËÕ‡ªìπ°“√ª√–‡¡‘πºŸâªÉ«¬∑’ËÕ“®¡’¿“«– Low Testosterone Level ®–‰¥â„Àâ
°“√√—°…“¥â«¬ Testosterone Therapy μàÕ‰ª ·≈–„π√“¬∑’ËÕ“°“√∑“ß Clinical ¡“° ·μàμ√«®‰¡àæ∫¿“«– Low Testo-
sterone Level Õ“®‡ªìπ‰¥â®“° Relative Androgen Deficiency √à«¡°—∫ªí®®—¬Õ◊ËπÊ
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Abstract
Purpose: To study the relationship between age, serum testosterone levels and aging male symp-

toms in Thai aging male with erectile dysfunction.

Materials and Methods: In all 51 men above the age of 40 years with erectile dysfunction, selected
from andropause clinic outpatient department, King Chulalongkorn memorial hospital, with physical exa-
mination and completed questionnaire  about personal detail, question, Aging male symptom scale (Thai
version) and complete data on serum total testosterone, free testosterone, bioavialable testosterone, sex
hormone-binding globulin level.

Results: Mean age of samples was 59.6 (SD = 9.4). Mean value of total, free testosterone bioavailable
testosterone and sex hormone binding globulin (SHBG) was 453.7 ng/dl, 8.7 ng/dl, 208.4 ng/dl and 38
nmol respectively. Approximately 11.8% of subject had low total testosterone (total testosterone <300 ng/
dl), but none subject had low free testosterone (free testosterone <5 ng/dl). The results of the AMS scores
mostly suggested moderate symptoms (41.2%). AMS scale and  three subgroup AMS domain scale was
not significantly correlated with testosterone, free testosterone or bioavailable testosterone. Only age was
significantly correlated with sex hormone binding globulin.

Conclusions: AMS scale was not correlated with age and serum testosterone level in Thai aging
male with erectile dysfunction. Also, the fact that aging male symptoms questionnaires cannot predict
androgen levels and does not exclude the possibility that relative androgen deficiency may contribute to
the multifactorially defined clinical changes in aging men with erectile dysfunction.
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Introduction
As men get older, there is a decline in many

biological systems; the endocrine systems share such
changes in hormone levels. There are decreases in
the secretion rate of testosterone[1]. Aging men is
accompanied by a gradual decline in androgens that
becomes more apparent after the age of 40 years
and decreases progressively as men get age over
than 70 years[2]. Symptoms of lower testosterone
are used in conjunction with biochemical parameters
to define androgen deficiency. Low testosterone
levels were associated with symptoms such as: low
libido, erectile dysfunction, osteoporosis/fracture, sleep
disturbance and depression mood, lethargy, low physi-
cal performance[3-4].

The Aging Malesû Symptom Scale (AMS) was
developed to assess symptoms of aging (indepen-
dent from those which are disease-related) between
groups of males under different conditions, to evalu-
ate the severity of symptoms over time, and to mea-
sure changes pre- and post androgen replacement
therapy. It was developed in response to the lack of
standardized scales to measure the severity of aging
symptoms and their impact on HRQoL in males,
specifically. The Aging Malesû Symptoms (AMS) scale
was originally developed in Germany in 1999 by
Heinemann et al[5]. The scale was first translated
into English (valid also for North America). There-
after, the AMS was translated into various languages
including Dutch, French, Flemish, Finnish, Indone-
sian, Italian, Japanese, Korean, Thai, Portuguese,
Russian, Spanish, and Swedish.

Currently, there is little information is available
in the literature on inter-relations between age-
related decrease in hormone serum concentrations
and symptoms in elderly males[6-8]. Although
declining androgen levels and reduced sexual
interest and activity appear to be related to the natural
ageing process in men, there is little evidence of any

clear association between androgen levels and erec-
tile function[9-10].

The aim of our study is to determine the rela-
tionship between age, serum testosterone levels and
aging male symptoms in Thai aging men with
erectile dysfunction.

Materials and methods
Study participant
We study a cross-sectional of 51 men with

erectile dysfunction, selected from andropause clinic
outpatient department, King Chulalongkorn memo-
rial hospital, above the age of 40 years. Mean age of
subjects was 59 (range 41-82) years. All participants
gave a written informed consent for participation in
this study.

Measures
All patients underwent a complete and stan-

dardized physical, urologic examination. Urologic and
general disease, medication, alcohol and nicotine
consumption were also assessed in semi- structured
interview.

Biochemical assessment
Blood sample were collected in the morning

(between 8 and 11 am.). The biochemical studies
performed included total testosterone, free testo-
sterone, bioavialable testosterone and sex hormone-
binding globulin (SHBG).

Questionnaires
Subject completed Aging male symptom scale

(AMS scale) questionnaires. The AMS scale used
the scoring points in each of 17 items to sum up the
total scores. Breakdowns of the total scoring points
were used for comparison with the other scales. Four
grade of severity were distinguished: no/little com-
plaints (<26 points), Mild (27-36 points), Moderate
(37-49 points) and Severe complaints (>50 points).

Statistical analysis
Data was analyzed by SPSS (Statistical Pack-
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age for the Social Sciences) for window (version 13)
by parametric procedures (Pearsonûs correlation
coefficients). The level of significant was set at
p<0.05.

Result
1. Subject characteristics

Mean age of sample was 59.6 (SD 9.4). In
this group, mean value of total testosterone was 453.7
ng/dl, free testosterone 8.7 ng/dl, bioavailable testo-
sterone 208.4 ng/dl and sex hormone binding globu-
lin (SHBG) 38 nmol/l respectively (Table 1). Approxi-
mately 11.8% of subject had low total testosterone
(total testosterone <300 ng/dl), but none subject had
low free testosterone (free testosterone <5 ng/dl).

3. Correlation between AMS scores, sex
hormone levels and age.

Our study shown AMS scale and three AMS
domain scale none significantly correlated with testo-
sterone, free testosterone, bioavailable testosterone,
sex hormone binding globulin, and age. Although
age significantly correlated with sex hormone
binding globulin, but none correlated with AMS scale,
total testosterone, free testosterone and bioavailable
testosterone(Table 4, 5).

Discussion
The results of our study, we could not esta-

blish any relationship between AMS scale, age, andro-
gen status as assessed by serum (total, free and
bioavailable) testosterone and SHBG, as same as
previous study that found AMS scale was unrelated
both to testosterone level and age[10-13]. Sjoen et
al, described a similar result in a study where in 161
men, age 74 -89 years described although the AMS
questionnaire may help to differentiate and more

2. AMS scores
Mean AMS scale of sample was 42.0

(SD12.9). The results of the AMS scales were no /
little symptoms 5.9%, mild symptoms  29.4%, mode-
rate symptoms 41.2% and severe symptoms were
reported in 23.5% of cases (Table 2, 3). Our results
suggest that the men with erectile dysfunction have
a higher perception of sexual symptoms than percep-
tion of psychological and somatovegetative symp-
toms according to the AMS scale.

Table 2 Results of AMS scale in Thai aging male with
erectile dysfunction

AMS scale (Severity)

No /Little complaints
(<26 points)

Mild (27-36 points)
Moderate (37-49 points)
Severe (>50 points)

Number of sample

3 (5.9%)

15 (29.4%)
21 (41.2%)
13 (23.5%)

Table 3 Results of the three subgroup AMS domain in
Thai aging male with erectile dysfunction

AMS score

Psychological factor
(25 points)
Somatovegetative factor
(35 points)
Sexual factor (25 points)

Mean

11.0

16.2

14.6

SD

5.0

6.2

4.5
Table 1 Characteristics of cross-section study of 51 men

with erectile dysfunction and sex hormone level

Clinical
Age (years)
Height (m)
Weight (kg)
BMI (kg/m2)

Sex hormone level
Total testosterone (ng/dl)
Free testosterone (ng/dl)
Bioavialable testosterone (ng/dl)
SHBG (nmol/l)

Mean

59
168.1
68.8
24.3

453.7
8.7

208.4
38

SD

9
6.2
6.0
3.1

175.1
2.8
71.4
15.7
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systematically describe the patientûs symptomato-
logy, the importance of the information provided
should not be overestimated in view of the lack of
association with hormone levels. A major reason for
the lack of predictive value of clinical symptoms may
lie in the fact that signs and symptoms of aging in
men are undoubtedly multifactorial in origin[14]. AMS
scale was developed for health related quality of life
scale (HRQoL) in aging men, it did not standardized
as screening instrument for androgen deficientcy[15].
The characteristic of new composite screener to
detect low testosterone level that used AMS data
combined with age and body mass index seem to
be better than the AMS values alone[16-17].

Aging is accompanied by a decrease in almost
all physiological functions and as far as the endo-
crine system is concerned, by a decrease of not

only of gonadal and adrenal androgen secretion but
also of growth hormone secretion[18]. The decline in
serum growth hormone release may contribute to
manifestation of erectile dysfunction[19]. The physi-
ologic importance of lower androgen levels in elder-
ly men and their relationship to age-related decreases
in sexual interest and function, muscle mass and
strength, and bone mass and alterations in mood
and sleep quality remain unclear. Previous study
reported on 1,475 men ages of 30-79 years, with
complete data on testosterone, sex hormone-
binding globulin, and symptoms of androgen defi-
ciency found low testosterone levels were associ-
ated with symptoms [low libido (12%), erectile dys-
function (16%), osteoporosis/fracture (1%), and two
or more of the non-specific symptoms (20%)], but
many men with low testosterone levels were asymp-
tomatic[20]. The low serum of total and free testos-
terone levels are not related to the level of sexual
desire in men with ED[21] and poor predictor of
erectile dysfunction[22].

In our finding, approximately 11.8% of subject
had low total testosterone (total testosterone <300
ng/dl), but none subject had low free testosterone
(free testosterone <5 ng/dl), was in agreement with
previous study that hypogonadism was uncommon
finding in ED, and lack of association between
serum testosterone levels, when present in mild to
moderate low testosterone levels, and erectile func-
tion[23]. However screening in all men with ED is

AMS Psychological factor
AMS Somatovegetative factor
AMS Sexual factor
AMS score

Table 4  Relationships between AMS scores, sex hormone levels

Correlation coefficient
Total

testosterone
Free

testosterone
Bioavialable
testosterone

SHBG

-.162
-.183
-.061
-.117

-.159
-.133
-.062
-.172

-.166
-.148
-.102
-.195

.0.04
-.024
.068
.077

Table 5 Relationships between AMS scores, sex
hormone levels and age.

Correlation coefficient

AMS Psychological factor
AMS Somatovegetative factor
AMS Sexual factor
AMS Scale
Total testosterone
Free testosterone
Bioavialable testosterone
SHBG

Age

-.126
-.117
-.105
-.125
.139
-.123
-.138
.368*

 (* = p< .05)
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necessary to identify cases of severe hypogonadism
and some cases of mild to moderate hypogonadism,
who may benefit from testosterone treatment.

We must emphasize that the present study
specifically addresses the situation on an aging men
with erectile dysfunction. This is of interest because
there is little information available for such popula-
tions but the results may not be extrapolable to
normal aging populations.

Conclusion
The result of our study for the AMS scale sug-

gest that in Thai aging males with erectile dysfunc-
tion the perception of aging male symptoms (AMS
scale) does not correlated with age and serum testos-
terone level. Also, the fact that aging male symp-
toms questionnaires cannot predict androgen levels
certainly does not exclude the possibility that
relative androgen deficiency may contribute to the
multifactorially defined clinical changes in aging men
with erectile dysfunction.
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Management of the Entrapped Foley
Catheter 3 Case Reports

Wittaya Boonlerdkerdkrai, M.D.*

π‘æπ∏åμâπ©∫—∫

* Department of Surgery, Jaoprayaapaibhubejhr Hospital.

Abstract
A potential complication of Foley Catheter use is entrapment of the catheter as a result of balloon

malfunction, a faulty valve mechanism, malfunction of the inflation channel, encrustation, knotting of
catheter or balloon cuffing, etc.

These 3 reported cases of the entrapped Foley catheter are due to non-deflated balloon, catheter
encrustation and catheter knotting. Non - deflated balloon catheter was treated by passaging of ureteric
guide wire into the balloon port dislodging an obstruction. Encrustation balloon was treated by
cystolitholapaxy. Entrapped cystostomy catheter knotting was treated by extending cystostomy wound.
This article has discussed how to manage and simple intervention about this problem.
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°“√√—°…“ºŸâªÉ«¬∑’Ë ‰¡à “¡“√∂∂Õ¥ “¬ «πªí  “«–ÕÕ°‰¥â : √“¬ß“πºŸâªÉ«¬ 3 √“¬

«‘∑¬“ ∫ÿ≠‡≈‘»‡°‘¥‰°√ æ.∫.*

* °≈ÿà¡ß“π»—≈¬°√√¡ ‚√ßæ¬“∫“≈‡®â“æ√–¬“Õ¿—¬¿Ÿ‡∫»√

∫∑§—¥¬àÕ
°“√„ à “¬ «πªí  “«–  (Foley  Catheter)  ‡ªìπÀ—μ∂°“√∑“ß°“√·æ∑¬å∑’Ë°√–∑”°—π∑—Ë«‰ª∑—Èß„π·≈–πÕ°‚√ßæ¬“∫“≈

´÷Ëß¡’¿“«–·∑√°´âÕπμ“¡¡“À≈“¬ª√–°“√ ‡™àπ °“√μ‘¥‡™◊ÈÕ ‡≈◊Õ¥ÕÕ° ∑àÕªí  “«–μ’∫ ‡ªìπμâπ √“¬ß“πºŸâªÉ«¬ 3 √“¬π’È ‰¥â
°≈à“«∂÷ßº≈·∑√°´âÕπ®“°°“√„ à “¬ «πªí  “«–·≈â«‰¡à “¡“√∂∂Õ¥ÕÕ°‰¥âμ“¡ª°μ‘ ´÷Ëßæ∫‰¥â ‰¡à∫àÕ¬π—° ‰¥â·°à ¥Ÿ¥πÈ”
„π∫—≈≈Ÿπ‰¡àÕÕ° ‡°‘¥π‘Ë«¢π“¥„À≠à∫√‘‡«≥ª≈“¬ “¬ «π ·≈–°“√∑’Ë “¬ «πªí  “«–¢—¥°—π‡ªìπª¡¢π“¥„À≠à ∑”„Àâ
‰¡à “¡“√∂¥÷ßÕÕ°‰¥âμ“¡ª°μ‘ √“¬ß“ππ’È ‰¥â·π–π”«‘∏’ °“√ ◊∫ «π‡æ‘Ë¡‡μ‘¡ ·≈–°“√¥Ÿ·≈√—°…“∑’ËÕ“® “¡“√∂∑”‰¥â„π
 ∂“πæ¬“∫“≈∑—Ë«‰ª
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ºŸâªÉ«¬√“¬∑’Ë 1
ºŸâªÉ«¬À≠‘ßÕ“¬ÿ 62 ªï

Õ“°“√ ”§—≠
ª«¥∑âÕß ªí  “«–‰¡àÕÕ° 1 «—π

ª√–«—μ‘ªí®®ÿ∫—π
¡’Õ“°“√ª«¥∑âÕß ∑âÕßÕ◊¥·πàπ 1 «—π ‰¡à¡’‰¢â
‰¡à¡’Õ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π ‰¡à§àÕ¬ªí  “«– 1 «—π
¡“‚√ßæ¬“∫“≈™ÿ¡™π „ à “¬ «πªí  “«– ·≈â«¬—ß

‰¡à¡’ªí  “«–ÕÕ° ®÷ß‰¥âæ¬“¬“¡¥÷ß “¬ªí  “«–ÕÕ°‚¥¬«‘∏’
ª°μ‘ ·μà‰¡à “¡“√∂¥Ÿ¥πÈ”ÕÕ°®“°∫—≈≈Ÿπ‰¥â ºŸâªÉ«¬¬—ß¡’Õ“°“√
ª«¥∑âÕß®÷ß àßμ—«¡“√—°…“μàÕ∑’Ë‚√ßæ¬“∫“≈»Ÿπ¬å
ª√–«—μ‘Õ¥’μ

‡§¬‡ªìπ‚√§·º≈„π°√–‡æ“–Õ“À“√  °‘π¬“‰¡à ¡Ë”‡ ¡Õ
‰¡à¡’ª√–«—μ‘‚√§À—«„® ‚√§‡∫“À«“π ‚√§ª√–®”μ—«Õ◊ËπÊ

‰¡à‡§¬·æâ¬“
°“√μ√«®√à“ß°“¬

BT 37.5  BP 100/60  P 108  R 20
Thai female with good conscious
Normal breath sound
Normal heart sound
Distended abdomen No Abdominal mass with

tender and guarding
Entrapped Foley Catheter ¥Ÿ¥πÈ”„π balloon

‰¡àÕÕ°
Provision Diagnosis

1. Peritonitis
2. Non - deflated balloon Foley Catheter

Investigation
Acute abdomen series - Free air in abdomen

Treatment
1. Non deflated balloon

- μ—¥ “¬ balloon port ‡Àπ◊Õ∑àÕ inflation ¬—ß
‰¡à¡’πÈ”ÕÕ°¡“

- „ à “¬ Ureteric guidewire ∑’ËÀ≈àÕ≈◊Ëπ¥â«¬  jelly
·≈â«‰ª„π inflation channel ®π ÿ¥ “¬

- ‡¡◊ËÕ¥÷ß guidewire ÕÕ°¡“¡’πÈ”„π balloon
ÕÕ°¡“ §àÕ¬Ê ¥÷ß “¬ «πÕÕ°‰¥â ”‡√Á®

- „ à “¬ Foley catheter ∑’Ëμ√«® Õ∫ balloon
¥’·≈â« „ à‡¢â“‰ª„À¡à

2. Peritonitis PU Perforate
Subtotal gastrectomy by general surgeon

ºŸâªÉ«¬√“¬∑’Ë 2
ºŸâªÉ«¬™“¬Õ“¬ÿ 83 ªï

Õ“°“√ ”§—≠
‰¢â Àπ“« —Ëπ 3 «—π

ª√–«—μ‘ªí®®ÿ∫—π
ºŸâªÉ«¬Õ“¬ÿ¡“° ™à«¬‡À≈◊Õμ—«‡Õß‰¡à‰¥â
„ à “¬ «πªí  “«–¡“π“π¡“° ®π®”‰¡à‰¥â
‰¡à‰¥â ‰ª‚√ßæ¬“∫“≈‡ª≈’Ë¬π “¬‡≈¬ ¡’ªí  “«–‰À≈ÕÕ°

®“°ª≈“¬ “¬ ‰¡à‰¥â„ à∂ÿßªí  “«– ¥÷ß “¬ «πªí  “«–‰¡àÕÕ°
ª√–«—μ‘Õ¥’μ

‰¡à∑√“∫ª√–«—μ‘Õ¥’μ
°“√μ√«®√à“ß°“¬

BT 39.5  BP 100/60  P 100  R 25
Thai old male stupor muscle weakness
Normal breath sound
Normal heart sound
Soft abdomen no mass
Entrapped Foley Catheter

Investigation
CBC Hct 39 Wbc 12,000 Plt 355,000 N 52%

L 35%
BS 95 BUN/Cr 12/0.8

√Ÿª∑’Ë 1  Balloon drainage without external puncture
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Na 136 K 3.4 Cl 100 NaHCO3 27
UA Prot 2+ Glucose Negative Rbc 5-10 Wbc

10-20 Epit 0-1 Turbid urine
Plain KUB æ∫ Abnormal Calcification

ºŸâªÉ«¬√“¬∑’Ë 3
ºŸâªÉ«¬™“¬Õ“¬ÿ 36 ªï

Õ“°“√ ”§—≠
‰¡à “¡“√∂¥÷ß “¬ «πªí  “«–∑“ßÀπâ“∑âÕßÕÕ°‰¥â

ª√–«—μ‘ªí®®ÿ∫—π
ºŸâªÉ«¬„ à “¬ «πªí  “«–∑“ßÀπâ“∑âÕß (Cystostomy)

ª√–¡“≥ 5 ªï ‰¥â√—∫°“√‡ª≈’Ë¬π “¬∑ÿ°‡¥◊Õπ∑’Ë‚√ßæ¬“∫“≈
™ÿ¡™π§√—Èß ÿ¥∑â“¬‰¡à “¡“√∂¥÷ß “¬ÕÕ°‰¥â À≈—ß®“°¥Ÿ¥πÈ”„π
Balloon ÕÕ°·≈â«
ª√–«—μ‘Õ¥’μ

Spinal Cord Injury 8 ªï
¡’¢“ÕàÕπ·√ß∑—Èß 2 ¢â“ß ‡¥‘π‰¡à‰¥â
‰¥â√—∫°“√ºà“μ—¥ cystostomy ª√–¡“≥ 5 ªï

√Ÿª∑’Ë 2  Film KUB · ¥ß Foley Encrustation

Diagnosis
1. Acute Pyelonephritis
2. Entrapped Foley Catheter with Encrustation

Treatment
1. Acute Pyelonephritis

Ceftriaxone 2 g iv od 10 «—π ®π‰¢â≈ß¥’
2. Entrapped Foley catheter with Encrustation

- μ—¥ “¬ Foley catheter „Àâ¬“«ª√–¡“≥ 2 π‘È«
- ‡¬Á∫ºŸ° “¬¥â«¬‰À¡¥” ‡∫Õ√å 0
- Cystoscope ‚¥¬¥—π “¬ «π°≈—∫‡¢â“‰ª„π

Bladder ·μà‰À¡¥”¬—ß¡’ª≈“¬‡À≈◊ÕÕ¬Ÿà
¥â“ππÕ° æ∫«à“¡’  Foley tip Encrustation ·≈–

Balloon ¬ÿ∫·≈â«
- Cysblitholapaxy ®ππ‘Ë«·μ°À¡¥ ·≈–¥÷ß “¬

Foley ÕÕ°¡“‰¥â
- „ à “¬ Foley „À¡à∑’Ëμ√«® Õ∫¥’·≈â«

º≈°“√√—°…“
∂Õ¥ “¬ «πªí  “«–‰¥â„π«—π∑’Ë 2 À≈—ßºà“μ—¥ ºŸâªÉ«¬

 “¡“√∂ªí  “«–‰¥â‡Õß  ’„ ¥’ „Àâ°≈—∫∫â“π‰¥â

√Ÿª∑’Ë 3, √Ÿª∑’Ë 4  Foley Encrustation

√Ÿª∑’Ë 3

√Ÿª∑’Ë 4
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°“√μ√«®√à“ß°“¬
BT 37  BP 100/70  P 90  R 20
Thai male good conscious paraplegia
Normal breath sound
Normal heart sound
Soft abdomen No mass
Entrapped Foley Catheter

Investigation
CBC Hct 35 Wbc 8,200 Plt 120,000 N 60%

L 35%
UA Plt 5 Alb 1+ Glucose Negative Rbc 10-20

Wbc 5-10

º≈°“√√—°…“
·º≈ºà“μ—¥‰¡à¡’μ‘¥‡™◊ÈÕ
·π–π”«‘∏’ªÑÕß°—π‰ª„Àâ°—∫‡®â“Àπâ“∑’Ë‚√ßæ¬“∫“≈™ÿ¡™π

Õ¿‘ª√“¬
°“√„ à “¬ «πªí  “«– (Foley catheter) ‡ªìπ

À—μ∂°“√∑“ß°“√·æ∑¬å∑’Ë∑”°—π∑—Ë«‰ª∑—Èß„π·≈–πÕ°‚√ß
æ¬“∫“≈ ¥â«¬¢âÕ∫àß™’È∑“ß°“√·æ∑¬å¥â“π°“√«‘π‘®©—¬·≈–°“√
√—°…“ ‡™àπ Acute urimary retention ‡ªìπμâπ ∑—Èßπ’È°“√„ à
 “¬ «πªí  “«–°Á¡’º≈·∑√°´âÕπμ“¡¡“À≈“¬ª√–°“√

Common side effects ‡™àπ discomfort, allergy,
microhematuria, chronic cystitis

Serious complication ‡™àπ UTI, Stone formation,
catheter blockade, urethal Abscess ‡ªìπμâπ

 ”À√—∫ªí≠À“„π°“√¥÷ß “¬ «πªí  “«–‰¡àÕÕ°
(Entrapped Foley catheter) ‡ªìπªí≠À“∑’Ëæ∫‰¥â ‰¡à∫àÕ¬π—°
·≈–‡°‘¥¢÷Èπ‰¥âª√–ª√“¬∑—Ë«‰ª ‡æ√“–¡’°“√‡ª≈’Ë¬π “¬ «π
„π ∂“πæ¬“∫“≈∑ÿ°√–¥—∫ ·μà‰¡à‰¥â¡’°“√‡¢’¬π‰«â„πμ”√“
∑—Ë«‰ª

√“¬ß“πºŸâªÉ«¬  Entrapped  Foley catheter  3  √“¬
π’È‡ªìπªí≠À“∑’Ë‡ªìπ “‡ÀμÿÀ≈—°Ê ∑’Ëæ∫‰¥â ‰¡à∫àÕ¬π—° ·μà∫“ß
Õ¬à“ß “¡“√∂∑’Ë®–«‘π‘®©—¬‰¥â ·≈–√—°…“·∫∫ßà“¬Ê À√◊Õ
ªÑÕß°—π‰¥â„π∫“ß°√≥’ ‚¥¬∑’Ë®–°≈à“«μàÕ‰ª

 “‡Àμÿ∑’Ëæ∫‰¥â∫àÕ¬Ê
1. Non - deflated  Balloon

‰¡à “¡“√∂¥Ÿ¥πÈ”ÕÕ°®“°  Balloon ‰¥â  ‡π◊ËÕß®“°
≈‘Èπªî¥‡ªî¥  Water  port  ‰¡à∑”ß“π  À√◊Õ¡’ ‘ËßÕÿ¥μ—π ‡ªìπμâπ
´÷Ëß°“√√—°…“¡’À≈“¬«‘∏’ ‡™àπ

1.1 Water injection into the balloon
‡æ◊ËÕ„Àâ Balloon ·μ° «‘∏’π’ÈμâÕß„ àπÈ”‰ª

®”π«π¡“°  200-300 mL ´÷ËßÕ“®∑”„ÀâºŸâªÉ«¬√Ÿâ ÷°‡®Á∫ª«¥
¡“° ‡ ’Ë¬ßμàÕ°√–‡æ“–ªí  “«–·μ° ·≈–¡’‡»…¬“ß∑’Ë·μ°
‡À≈◊Õ§â“ß ∑”„Àâ‡°‘¥π‘Ë«μàÕ‰ª‰¥â

1.2 Solvent injection into the balloon
„ à “√‡§¡’‡æ◊ËÕ≈–≈“¬∫—≈≈Ÿπ ‡™àπ ether,

toluene, benzene À√◊Õ chloroform ´÷Ëß≈–≈“¬ balloon
´÷ËßÕ“®∑”„Àâ‡°‘¥°“√·æâÀ√◊Õ Chemical cystitis √ÿπ·√ß‰¥â
´÷ËßÕ“®μâÕß Inrigate bladder È́” ·≈–‡°‘¥‡»…∫—≈≈Ÿπ

Diagnosis
Entrapped cystostomy catheter

Treatment
Extended cystostomy wound
Remove Foley catheter knotting

√Ÿª∑’Ë 5  Ultrasound ‰¡àæ∫ Balloon ·≈– Calcification

√Ÿª∑’Ë 6  Foley Knotting

„ à Cystostomy catheter  ∑’Ëμ√«® Õ∫¥’·≈â«‡¬Á∫·º≈
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μ°§â“ß‰¥â‡™àπ°—π
1.3 Balloon drainage without external punc-

ture
‚¥¬„™â guide wire ¢π“¥‡≈Á°„ à„π™àÕß

balloon port ‚¥¬Õ“®μ—¥ catheter ‡Àπ◊ÕμàÕ inflation valve
°àÕπ„ à À√◊ÕÕ“®„™â stylet ®“° Central venous Catheter
°Á‰¥â∫“ß§√—Èß‡æ’¬ß·§à°“√μ—¥ inflation valve ÕÕ°°Á “¡“√∂
deflate balloon ‰¥â

1.4 Non radiologic balloon puncture
- °“√·∑ß‡¢Á¡‡æ◊ËÕ∑”„Àâ Balloon ·μ° ‚¥¬

‰¡à„™â‡§√◊ËÕß¡◊Õ∑“ß√—ß ’«‘∑¬“„π‡æ»À≠‘ß Õ“®·∑ß‡¢Á¡ºà“π
‡¢â“‰ª„π∑àÕªí  “«– ¢≥–¥÷ß catheter μ÷ß‰«âÀ√◊Õºà“π Vagi-
nal wall ‚¥¬Õ“®„™â Angiography sheath ™à«¬ ®–∑”„Àâ
‰¡à∑”„Àâ ºŸâªÉ«¬‡®Á∫¡“°‰¥â „π‡æ»™“¬Õ“®·∑ß‡¢Á¡ Spinal
needle ºà“π∑“ßÀπâ“∑âÕß ‚¥¬∑‘»∑“ßμ√ß‰ª∑’Ë Bladder neck

- °“√„ à Ureteric guide wire ºà“π∑“ß
Balloon port „Àâ∂÷ß Balloon ‡æ◊ËÕ·∑ß„Àâ·μ°

- Harpoon technique ́ ÷Ëß‰¡à‡ªìπ∑’Ëπ‘¬¡¡“°
π—° ‚¥¬„™â Sheath  «¡‡¢â“°—∫ catheter ·≈â«·∑ß‡¢Á¡ «π
¢÷Èπ‰ª

- „ à Scope ¢π“¥‡≈Á°À√◊Õ Ureteroscope
¢â“ßÊ  Catheter ·≈â«·∑ß∫—≈≈Ÿπ„Àâ·μ°¥â«¬ guide wire

- ¥—π “¬ Foley °≈—∫‡¢â“ Bladder ·≈â« àÕß
cystoccope ·≈–„™â guide wire ·∑ß∫—≈≈Ÿπ„Àâ·μ° ·μàμâÕß
 àÕß°≈âÕßÕ’°§√—Èß‡æ◊ËÕ¥÷ß‡»…∫—≈≈Ÿπ∑’Ë·μ°ÕÕ°„ÀâÀ¡¥¥â«¬

1.5 Radiologic balloon puncture
- Ultrasound π‘¬¡„™â°—π‡ªìπ à«π„À≠à ·≈â«

·∑ß‡¢Á¡μ“¡·π«∑’Ë°”Àπ¥‰« ‚¥¬«—¥§«“¡≈÷°‰«â·πàπÕπ ·≈–
¥÷ß∫—≈≈Ÿπ„Àâ§ß∑’Ë¥â«¬À√◊Õ„™â Rectal ultrasoud æ√âÕ¡¬‘ß‡¢Á¡
biopsy μ“¡·π«∑’Ëæÿàß‰ª∑’Ë∫—≈≈Ÿπ

- Cystography π‘¬¡„™âπâÕ¬°«à“
2. Encrustation

°“√‡°‘¥π‘Ë«‡°“–∫√‘‡«≥ª≈“¬ Catheter ∑’Ë —¡º— °—∫
ªí  “«–‚¥¬‰¡à‰¥â‡ª≈’Ë¬π “¬‡ªìπ‡«≈“π“π ́ ÷Ëß¡—°æ∫‡ªìπº≈÷°
Calcium ®“°°“√ Colonisation ¢Õß Bacteria ∑’Ë √â“ß
Urease °“√ªÑÕß°—π°“√‡°‘¥π‘Ë« ‡™àπ °“√°‘π¬“ªÑÕß°—π‰¡à‡ªìπ
∑’Ëπ‘¬¡  °“√„™â “√‡§≈◊Õ∫ Catheter ªÑÕß°—π biofilm  °“√
Irriigate bladder ¥â«¬ antibiotic À√◊Õ„ à “√‡§¡’„π∫—≈≈Ÿπ

‡æ◊ËÕ„Àấ ÷¡ÕÕ°¡“∑’≈–πâÕ¬‡æ◊ËÕªÑÕß°—π°“√‡°‘¥ biofilm  ‡ªìπμâπ
∑—Èßπ’È°“√ªÑÕß°—π‚¥¬°“√‡ª≈’Ë¬π “¬ «πμ“¡‡«≈“Õ¬à“ß
 ¡Ë”‡ ¡Õ ®–∑”„Àâ ‰¡à “¡“√∂°àÕπ‘Ë«¢π“¥„À≠à‰¥â ´÷Ëß¢÷ÈπÕ¬Ÿà
°—∫ºŸâªÉ«¬·μà≈–§π¥â«¬ ‚¥¬„πºŸâªÉ«¬√“¬π’È„™â«‘∏’°“√¢∫π‘Ë«
(Cystolitholapaxy) ‰¥â ”‡√Á®‚¥¬‰¡à‰¥â∑” Open surgery

3. Knotting
°“√‡°‘¥ª¡¢Õß “¬ catheter „π°√–‡æ“–ªí  “«–

‡ªìπªí≠À“∑’Ëæ∫‰¥â ‰¡à∫àÕ¬ ‚¥¬¡—°¡’√“¬ß“π„π‡¥Á°∑’Ë„ à
feeding tube ¢π“¥‡≈Á°∑—Èß∑“ß Cystostomy ∑“ß Ure-
thra À√◊Õ Urine Reservoir ´÷Ëß¡’√“¬ß“π‰¡à¡“°π—° ‚¥¬
ªí®®—¬‡ ’Ë¬ß ‡™àπ „ à “¬ «π∑’Ë‡≈Á° ‚§âßßÕ‰¥âßà“¬ „ à≈÷°¡“°
‡°‘π‰ª ·≈– Bladder ¡’πÈ”ªí  “«–Õ¬Ÿà¡“° Õ’°∑—Èß¥÷ß “¬ÕÕ°
Õ¬à“ß√«¥‡√Á« ∑”„Àâ‡°‘¥ª¡‰¥âßà“¬ √“¬ß“π°“√∂Õ¥ “¬∑’Ë¡’
Knotting ∂â“¥÷ßÕÕ°‰¥âßà“¬„Àâ¥÷ßÕÕ°™â“Ê ∫“ß°√≥’∂â“ª¡¬—ß
‰¡à·πàπÕ“®„™â«‘∏’ Õ¥ guide wire ‡æ◊ËÕ§≈“¬ª¡¢Õß feed-
ing tube À√◊Õ open surgery „π∫“ß√“¬

4. Balloon Cuffing
„π∫“ß§√—ÈßÀ≈—ß®“°¥Ÿ¥πÈ”ÕÕ°®“°  Balloon À¡¥

·≈â« ·μà¬—ß‰¡à “¡“√∂¥÷ß “¬ «πÕÕ°¡“‰¥âÕ¬à“ßßà“¬ Õ“®
‡ªìπ‡æ√“–‡°‘¥ª√“°Ø°“√≥å Balloon Cuffing ≈—°…≥–‡À¡◊Õπ
‡ªìπμ–¢Õ‡æ‘Ë¡‡ âπºà“»Ÿπ¬å°≈“ß¢Õß “¬ «π ∑”„Àâ¥÷ßÕÕ°
‰¥â¬“° ∑”„Àâ‡®Á∫ª«¥ ·≈–‡°‘¥∫“¥·º≈‰¥â ´÷Ëß‡Àμÿ°“√≥å¡—°
‡°‘¥„π°√≥’ Overinflated Balloon «‘∏’≈¥°“√‡°‘¥ Cuffing
‡™àπ §àÕ¬ deflate balloon ™â“Ê À√◊Õª≈àÕ¬„ÀâπÈ”‰À≈ÕÕ°
¡“‡Õß À√◊Õ„ àπÈ”‡¢â“‰ª„π Balloon À≈—ß®“°¥Ÿ¥πÈ”ÕÕ°À¡¥
·≈â« 0.5-1 ml ‡æ◊ËÕ∑’Ë®–∑”„Àâ Cuff À“¬‰ª §àÕ¬Ê À¡ÿπ¥÷ß
ÕÕ°™â“Ê ‰¥â ”‡√Á®

§”·π–π”°àÕπ°“√„ à “¬ «πªí  “«–
μ√«® Õ∫ ¿“æ “¬ «πªí  “«–·≈–«—πÀ¡¥Õ“¬ÿ
∑¥ Õ∫™àÕß Balloon «à“ „ àπÈ”·≈–¥Ÿ¥°≈—∫‰¥âª°μ‘
‡≈◊Õ°¢π“¥„Àâ‡À¡“– ¡ ‰¡à‡≈Á°‡°‘π‰ª
√–¡—¥√–«—ß„π°“√„ à Feeding tube ‚¥¬‡©æ“–„π‡¥Á°
‰¡à„ à “¬≈÷°¡“°‡°‘π‰ª
‰¡à Overinflate Balloon ‚¥¬‰¡à®”‡ªìπ
„Àâ§”·π–π”„π°“√¥Ÿ·≈√—°…“ “¬ «πªí  “«–Õ¬à“ß∂Ÿ°μâÕß
‡πâπ¬È”§«“¡ ”§—≠¢Õß°“√¡“‡ª≈’Ë¬π “¬ «πªí  “«–
μ“¡°”Àπ¥
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¢—ÈπμÕπ°“√∂Õ¥ “¬ «πªí  “«–
¥Ÿ¥πÈ”ÕÕ°®“° Balloon ™â“Ê (Very slow deflation - Passive deflation with syringe)

∂Õ¥ÕÕ°‰¥âßà“¬
·≈–¥÷ß‰¥âßà“¬ 

¥Ÿ¥πÈ”ÕÕ°‰¥â

¥Ÿ¥πÈ”ÕÕ°‰¥â·μà¥÷ßÕÕ°¬“°
·≈–ºŸâªÉ«¬‡®Á∫ (Balloon Cuffing) 

„ àπÈ”°≈—∫‡¢â“‰ª„π Balloon 0.5 - 1 ml 
 ·≈â«§àÕ¬Ê À¡ÿπÕÕ°™â“Ê 

πÈ”‰¡àÕÕ°  „ à Stylet  ®“° Central Venous Catheter 

μ—¥ “¬ Balloon Port ‡Àπ◊ÕμàÕ Inflation valve πÈ”ÕÕ°‰¥â

¥Ÿ¥πÈ”ÕÕ°‰¡à‰¥â

À√◊Õ Ureteric Catheter Stylet ‡¢â“‰ª„π™àÕß Balloon Port ®π ÿ¥
„π‡æ»À≠‘ßÕ“®„™â‡¢Á¡‡∫Õ√å 16 ·∑ß‡¢â“‰ª„π™àÕß Urinary lumen ¢Õß Foley
Àà“ß®“° Urethral meatus ª√–¡“≥ 1 π‘È« ·≈â«¥Ÿ¥πÈ”ÕÕ°

∂Õ¥‰¥â ∂Õ¥‰¡à‰¥â

§âπÀ“ “‡ÀμÿÕ◊Ëπ
Encrustation
Knotting
Etc.
‚¥¬ Plain KUB
U/S
Cystoscope

πÈ”‰¡àÕÕ°

-Non Radiologic Balloon Puncture
 Spinal Needle ·∑ßºà“π∑“ßÀπâ“∑âÕß
 À√◊Õ Vaginal wall  
 Pediatric Cystoscope
 Ureteroscope

-Radiologic Balloon Puncture
 Abdominal U/S Rectal U/S
 Cystography

Cystoscope  àÕß‡Õ“‡»…
Balloon ÕÕ°

æ‘®“√≥“ àßμàÕ 
Cystoscope  àÕß‡Õ“‡»…

Balloon ÕÕ°

‡Õ° “√Õâ“ßÕ‘ß
NONDEFLATED BALLOON
1. Browning GG, Barr L, Horsburgh AG. Management of obstructed  balloon catheters. Br Med J (Clin Res Ed). 1984; 289(6437):

89-91.

2. Carr LK. An alternative to manage a nondeflating Foley catheter in women. J Urol. 1995; 153(3 Pt 1): 716-7.

3. Chrisp JM, Nacey JN. Foley catheter balloon puncture and the risk of free fragment formation. Br J Urol 1990; 66(5): 500-2.

4. Godwin RJ, Lloyd SN. The non-deflating Foley catheter. Br J Clin Pract. 1990; 44(11): 438-40.

5. Hamdi JT. Management of retained Foley catheters. J R Coll Surg Edinb. 1995; 40(5): 290-1.

6. Hamilton RJ, Jewett MA, Finelli A. An efficient solution to the retained Foley catheter. Urology. 2006; 68(5): 1109-11.

7. Higgins WL, Mace AH. Puncture of a nondeflatable Foley balloon using ultrasound guidance. Radiology. 1984; 151(3): 801.



«“√ “√      ¬Ÿ‚√132 ªï∑’Ë 28 ‡≈à¡∑’Ë 2  ∏—π«“§¡ 2550

8. Hollingsworth M, Quiroz F, Guralnick ML. The management of retained Foley catheters. Can J Urol. 2004; 11(1): 2163-6.

9. OûFlynn KJ, Thomas DG, Hardy A. Harpoon device for removal of obstructed balloon catheters. Br J Urol. 1992; 69(2): 217.

10. Patterson R, Little B, Tolan J, Sweeney C. How to manage a urinary catheter balloon that will not deflate. Int Urol Nephrol. 2006;
38(1): 57-61.

ENCRUSTED BALLOON
1. Getliffe K. Managing recurrent urinary catheter encrustation. Br J Community Nurs. 2002; 7(11): 8-80.

2. Getliffe KA.  The use of bladder wash-outs to reduce urinary catheter encrustation. Br J Urol. 1994; 73(6): 696-700.

3. Morris NS, Stickler DJ. Encrustation of indwelling urethral catheters by Proteus mirabilis biofilms growing in human urine. J Hosp
Infect. 1998; 39(3): 227-34.

4. Morris NS, Stickler DJ, Winters C. Which indwelling urethral catheters resist encrustation by Proteus mirabilis biofilms?  Br J Urol.
1997; 80(1): 58-63.

5. Stickler DJ, Jones GL, Russell AD. Control of encrustation and blockage of Foley catheters. Lancet. 2003; 361(9367): 1435-7.

KNOTTING CATHETER
1. Arda IS, Ozyaylali I. An unusual complication of suprapubic catheterization with Cystofix: catheter knotting within the bladder. Int

J Urol. 2001 Apr; 8(4): 188-9.

2. Arena B, McGillivray D, Dougherty G. Urethral catheter knotting: Be aware and minimize the risk. Cjem 2002; 4(2): 108-10.

3. Gaisie G, Bender TM.  Knotting of urethral catheter within bladder: an unusual complication in cystourethrography. Urol Radiol.
1983; 5(4): 271-2.

4. Gardikis S, Soultanidis C, Deftereos S, Kambouri K, Limas C, Vaos G, et al.  Suprapubic catheter knotting: an unusual complication.
Int Urol Nephrol. 2004; 36(4): 537-9.

5. Mayer E, Ankem MK, Hartanto VH, Barone JG. Management of urethral catheter knot in a neonate. Can J Urol. 2002 Oct; 9(5):
1649-50.

6. Raveenthiran V. Spontaneous knotting of urinary catheters: clinical and experimental observations. Urol Int. 2006; 77(4): 317-21.

7. Steinbecker KM, Teague JL. Catheter knotting in a catheterizable urinary reservoir. J Pediatr Surg. 2001; 36(3): 516-7.

8. Sujijantararat P. Intravesical knotting of a feeding tube used as a urinary catheter. J Med Assoc Thai. 2007; 90(6): 1231-3.

9. Villeta M, Vitagliano G, Castillo O. A rare complication associated to a suprapubic cystostomy: catheter knotting. Arch Esp Urol.
2007; 60(1): 95-6.

BALLOON CUFFING
1. Gonzalgo ML, Walsh PC. Balloon cuffing and management of the entrapped Foley catheter. Urology. 2003; 61(4): 825-7.

2. Hollingsworth M, Quiroz F, Guralnick ML. The management of retained Foley catheters. Can J Urol. 2004; 11(1): 2163-6.

3. Parkin J, Scanlan J, Woolley M, Grover D, Evans A, Feneley RC. Urinary catheter ùdeflation cuffû formation: clinical audit and
quantitative in vitro analysis. BJU Int. 2002; 90(7): 666-7.



The Thai Journal of    UROLOGY 133Vol. 28 No. 2  December 2007

Chemotherapy With Docetaxel Plus
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Clinical Endpoints
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Abstract
Objective: To determine the treatment efficacy of chemotherapy, overall survival of patients with

advanced prostate cancer who started initial androgen-deprivation therapy (ADT) then were treated with
chemotherapy when hormone-refractory prostate cancer (HRPC) developed.

Materials and Methods: We retrospectively assessed data from medical records of 35 advanced
prostate cancer patients who visited at Division of Urology, Department of Surgery, Rajavithi Hospital,
Bangkok from 2002 to 2004. Twenty-two patients were included in criteria. Thirteen patients were treated
with second-line hormonal therapy (D1) and 9 patients were treated with docetaxel plus prednisone (D2).
Both groups were assessed for prostate-specific antigen (PSA) nadir, time to nadir, overall survival since
HRPC, overall survival since diagnosis and Kanofsky Performance Status Scale, which were assessed at
6, 12, 24 months after treatment.

Results: ADT was initiated after the diagnosis of advanced prostate cancer in 22 patients. After
followed up, the patients who developed HRPC were treated without chemotherapy in D1 group and with
chemotherapy in D2 group. Mean PSA nadir was 10.99+15.39 ng/ml and 9.78+14.90 ng/ml. Time to PSA
nadir was 10.30+11.37 months and 5+2.78 months. Mean overall survival since HRPC was 19.71+8.57
months and 23.12+12.11 months. Mean overall survival since ADT was 44.14+22.11 months and 33.87+
14.32 months. Mean overall survival since diagnosis was 45+22.32 months and 34.6+14.16 months. Kanofsky
Performance Status Scale after 6 months of treatment was 79.23+6.40 and 83.33+7.07, after 12 months
was 60+10.80 and 67.5+15.8, after 24 months was 60+10 and 62.5+15 in D1 and D2 patients, respectively.

Conclusions: We described the natural history of advanced prostate cancer in  patients who were
treated with and without chemotherapy. The results suggested a longer survival and better performance
status in chemotherapeutic group.

Keywords: retrospective study, hormone-refractory prostate cancer (HRPC), natural history,
prostate-specific antigen (PSA), survival analysis
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Introduction
 Our understanding of the role of chemotherapy

for advanced prostate cancer has improved consi-
derably in 2004 with the publications of two large
randomized phase III trials (SWOG9916[1] and
TAX327[2]) and the United States Food and Drug
Administration (US FDA) approval of chemotherapy
(docetaxel and prednisone) for hormone-refractory
prostate cancer (HRPC) have demonstrated improved
overall survival as well as clinically significant
improvements in endpoints such as quality of life
and time to progression. Chemotherapy including
mitoxantrone, estramustine and docetaxel are US
FDA approved only for use in HRPC and the median
survival of patients with symptomatic metastatic HRPC
has been 24-36 months.[3]

In general, the definition of HRPC has been the
demonstration of progressive disease in the face of
castrate levels and a trial of anti-androgen withdrawal
over a 4-6 week period if applicable.[4] It may
include men with only biochemical failure (two
consecutive PSA elevation) and metastatic disease.
Regarding this study, we retrospectively assessed
efficacy of chemotherapy, overall survival and
quality of life of patients with advanced prostate
cancer who were started with initial androgen-
deprivation therapy (ADT), and were consecutively
treated with chemotherapy after HRPC found.

Materials and Methods
We retrospectively assessed data from medi-

cal records of 35 patients with advanced prostate
cancer who visited  at Division of Urology, Depart-
ment of Surgery, Rajavithi Hospital, Bangkok from
2002-2004 and had PSA documentation and histo-
ries of treatment with ADT until HRPC. Thirteen
patients were excluded from criteria. Twenty-two
patients were enrolment and divided into two groups;

the first group, referred as D1, comprising 13
patients treated with second-lined hormonal therapy,
and the second group, referred as D2, consisting of
9 patients treated with docetaxel 75 mg. of docetaxel
per square meter every three weeks and plus 5 mg
of prednisone twice daily prednisolone, after being
diagnosed HRPC. (Inclusion criteria: Thai male
advanced HRPC patients who were treated with and
without chemotherapy and followed up after treat-
ment for at least 24 months. Exclusion criteria:
patients that have aborted the treatment due to side
effects of chemotherapy or poor compliance or loss
followed up after treatment).

We characterized the D1 and D2 cohorts for
Gleason score, type of ADT and examined the time
to HRPC from starting ADT, prostate-specific anti-
gen (PSA) nadir, time to nadir, overall survival since
HRPC, overall survival since diagnosis and quality of
life by using Karnofsky Performance Status Scale,[5]
which were assessed at 6, 12 and 24 months after
treatment for both these cohorts.

Statistical analysis will be performed using of
the SPSS version 15.0 for window. Patientsû data:
age (year), Pathological report (Gleason score), form
of ADT, PSA nadir, time to nadir, time to HRPC,
overall survival from diagnosis and HRPC and
Karnofsky Performance Status Scale (see appendix).
We performed a comparison using the two tailed
Students t-test and present with mean + standard
deviation (SD) by table.

Results
The median age at diagnosis in D1 and D2

cohorts were 69 (48-82) and 66 (52-76) years (Table).
Amongst the 22 patients, 16 (72%) had metastatic
disease to the bone, as shown by uptake of isotope
on a bone scan, and 6 (28%) had metastatic lymph
node, as confirmed by computed tomography (CT)
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scan and 16 patients had PSA >100 at diagnosis,
the other had PSA >20 - <100. The median Gleason
score for the D1 and D2 patients was 6.54+1.43 and
6+2.58, accordingly. The distribution of Gleason scores
for these two subsets of patients is also detailed in
Table.

Historical hormonal treatment data were
collected for both patient cohorts. Men were treated
with a GnRH agonist alone, GnRH agonist plus
androgen antagonist, orchidectomy alone and orchi-
dectomy plus an androgen antagonist,[6] these data
are also given in Table 1. ADT was initiated after the
diagnosis of advanced disease. After followed up,
Mean PSA nadir was 10.99+15.39 ng/ml and 9.78+

14.90 ng/ml, time to PSA nadir was 10.30+11.37
months and 5+2.78 months.

Mean overall survival since HRPC was 19.71+

8.57 months and 23.12+12.11 months. Mean overall
survival since ADT was 44.14+22.11 months and 33.87
+14.32 months. Mean overall survival since diagno-
sis was 45+22.32 months and 34.6+14.16 months,
Kanofsky Performance Status Score after 6 months
of treatment was 79.23+6.40 and 83.33+7.07, after 12
months was 60+10.80 and 67.5+15.8 and after 24
months was 60+10 and 62.5+15 in D1 and D2
patients, respectively (Table).

Discussion
PSA testing has resulted in a change in the

population of patients whose initial hormonal therapy
failed. Today, the typical patient presenting with a
rising PSA after medical or surgical castration does
not have radiographic evidence of metastases.[7] With
the development of serum PSA and clinical guide-
lines for PSA declines as surrogates for clinical
response, the development of new drugs for meta-
static prostate cancer accelerated.

Docetaxel has been approved for the standard
treatment of biochemical failure or first-line treat-

ment of HRPC. It prolongs progression-free and overall
survival, improves pain and improves quality of life.[8]
In TAX327 trial demonstrated the docetaxel and pred-
nisolone superiority to the past standard, mitoxantrone
and prednisone in overall survival 18.9 months vs.
16.5 months and PSA declines greater than 50%
were seen in 45-48% of the docetaxel treated
patients and 32% of the mitoxantrone treated
patients.

Our patients had treated with second-line
hormonal therapy (androgen antagonist or keto-
conazole) or chemotherapy since HRPC, mean over-
all survival since HRPC was 19.71+8.57 months in
D1 and 23.12+12.11 months in D2, were not signifi-
cant statistically (p>0.05). Although it showed an in-
significant statistical value, the survival in D2 were
higher than that in D1 as the publications of two
large randomized phase III trials (SWOG 9916[1] and
TAX327[2]). Mean overall survival since ADT was  44.14
+22.11 months in D1 and 33.87+14.32 months in D2.
Mean overall survival since diagnosis was 45+22.32
months in D1 and 34.6+14.16 months in D2. These
were not the same as overall survival since HRPC,
because of the time to HRPC after ADT in D1 were
longer than that in D2, resulting in a higher value of
overall survival since diagnosis and ADT.

In SWOG9916 Trial, over 85% of patients had
a Karnofsky Performance Status over 80% and overall
survival was 17.5 months for the combination of
docetaxel and estramustine and 15.6 months for
mitoxantrone and prednisolone.[9] Regarding this
study, we retrospectively assessed the Karnofsky
Performance Status from medical record, the results
after 6 months of treatment was 79.23+6.40 and 83.33+

7.07, after 12 months was 60+10.80 and 67.5+15.8,
after 24 months was 60+10 and 62.5+15 in D1 and
D2 patients, respectively. These findings suggested
that there were higher performance status scores in
chemotherapeutic group. In summary, the overall study
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was not statistically significant, as a result of a retro-
spective data basis and a small sample size due to
insufficient source. However, the study did point out
a tendency of increasing survival and good perfor-
mance status in chemotherapeutic group.

Conclusions
We described the natural history of advanced

prostate cancer in patients who were treated with
and without chemotherapy. The results suggested a
longer survival and better performance status in
chemotherapeutic group.

Table 1 The distribution of age at diagnosis, Gleason scores, form of ADT, time to HRPC and overall survival of D1
and D2 cohorts (number [%] of patients per cohort)

Variable

Age at diagnosis, years
76-85
66-75
56-65
<56

PSA at diagnosis
>100
<100
Bony metastasis

Gleason scores
2-5
6-7
8-10
Not known
Mean

Form of ADT, hormonal treatment
GnRH agonist alone
GnRH agonist plus androgen antagonist
Orchidectomy alone
Orchidectomy plus androgen antagonist

Survival and time to HRPC, months per patient cohort (P)
Time to PSA nadir
PSA nadir
Time to HRPC from ADT
Time to HRPC from PSA nadir
Survival from ADT
Survival from HRPC
Overall survival from diagnosis

Karnofsky Performance Status Scale
After 6 month from start treatment
After 1st year from start treatment
After 2nd year from start treatment
Alive
Death

D1

5 (38)
4 (32)
3 (23)
1 (7)

10 (77)
3 (23)
10 (77)

3 (23)
6 (47)
2 (15)
2 (15)

6.54 + 1.43

2 (15)
6 (47)
5 (38)

10.30 + 11.37
10.99 + 15.39
19.84 + 12.26
11.92 + 7.95
44.14 + 22.11
19.71 + 8.57

45 + 22.32

79.23 + 6.40
60 + 10.80
60 + 10
6 (47)
7 (53)

D2

1 (11)
5 (56)
2 (22)
1 (11)

6 (67)
3 (33)
6 (67)

4 (45)

3 (33)
2 (22)

6 + 2.58

5 (56)
3 (33)
1 (11)

5 + 2.78
9.78 + 14.90
12.44 + 7.81
8.11 + 6.97
33.87 + 14.32
23.12 + 12.11
34.6 + 14.16

83.33 + 7.07
67.5 + 15.8
62.5 + 15

1 (11)
8 (89)
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Appendix
Karnofsky Performance Status Scale Definitions rating (%) Criteria

Able to carry on normal activity and to work;
no special care needed.

Unable to work; able to live at home and care
for most personal needs; varying amount of
assistance needed.

Unable to care for self; requires equivalent of
institutional or hospital care; disease may be
progressing rapidly.

100
90

80

70

60

50

40
30

20

10
0

Normal no complaints; no evidence of disease.
Able to carry on normal activity; minor signs or
symptoms of disease.
Normal activity with effort; some signs or symp-
toms of disease.
Cares for self; unable to carry on normal activity
or to do active work.
Requires occasional assistance, but is able to
care for most of his personal needs.
Requires considerable assistance and frequent
medical care.
Disabled; requires special care and assistance.
Severely disabled; hospital admission is indicated
although death not imminent.
Very sick; hospital admission necessary; active
supportive treatment necessary.
Moribund; fatal processes progressing rapidly.
Dead.
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.329

.304

.616

.626

.905

.906

.571

.623

.856

.855

.188

.129

.034

.017

.127

.100

.260

.249

.299

.318

.546

.537

.295

.315

.172

.183

.210

.262

.814

.802

.090

.068

.090

.068

3.84159
3.64184
.20125
.20633
.21175
.21338
.94194
1.06809
6.59079
6.55089
3.89636
3.28858
1.50875
1.26632
4.64400
4.28437
3.28503
3.20408
9.49089
9.77425
5.50032
5.37096
9.51489
9.81120
2.89641
2.95150
5.78591
6.34227
10.10363
9.46485
.19680
.18181
.19680
.18181

-4.16726
-3.75530
-.31723
-.33527
41607
-.42476
-1.45137
-1.89674
-12.53710
-12.56708
-2.81996
-1.74519
.28014
.70169
-2.28550
-1.53756
-3.04048
-2.90014
-10.23595
-11.49486
-15.29343
-15.05898
-10.18067
-11.51091
-10.14438
-10.35358
-19.61004
-21.44917
-28.47221
-26.85393
-.06010
-.02890
-.76095
-.72975

Age

PSA at diagnosis

Bony metas

Gleason scores

Psa nadir

Time to PSA nadir

PSA DT

HRPC from ADT

HRPC from PSA nadir

Survival from ADT

Survival from HRPC

Overall survival from diagnosis

After 6 month from start treatment

After 1st year from start treatment

After 2nd year from start treatment

Alive

Death

Independent SamplesTest

Sig.
(2-tailed)

t-test for equaliyt of means
Mean

difference
Std. error
difference

95% confidence interval
of the difference

Upper LowerUpper Lower

Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances not assumed
Equal variances assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed
Equal variances assumed
Equal variances not assumed

3.84615
3.84615
.10256
.10256
.02564
.02564
.54545
.54545
1.21105
1.21105
5.30769
5.30769
3.42735
3.42735
7.40171
7.40171
3.81197
3.81197
10.26786
10.26786
-3.41071
-3.41071
10.37500
10.37500
-4.10256
-4.10256
-7.50000
-7.50000
-2.50000
-2.50000
.35043
.35043
-.35043
-.35043

11.85956
11.44761
.52235
.54040
.46735
.47604
2.54228
2.98765
14.95920
14.98918
13.43535
12.36058
6.57456
6.15301
17.08892
16.34098
10.66441
10.52407
30.77167
32.03057
8.47200
8.23755
30.93067
32.26091
1.93925
2.14845
4.61004
6.44917
23.47221
21.85393
.76095
.72975
.06010
.02890

Lower
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A Preliminary Report of the First Clinic
of Menûs Health in Thailand
¢âÕ¡Ÿ≈¢—Èπμâπ¢Õß§≈‘π‘° ÿ¢¿“æ‡æ»™“¬·Ààß·√°
¢Õßª√–‡∑»‰∑¬

 ¡æ≈ ‡æ‘Ë¡æß»å‚°»≈ æ.∫.
°√ª√–¿— √å ‡√◊Õß‚√®πå√ÿàß æ.∫.

π‘æπ∏åμâπ©∫—∫

Àπà«¬√–∫∫ªí  “«– ¿“§«‘™“»—≈¬°√√¡ ‚√ßæ¬“∫“≈√“¡“∏‘∫¥’ ¡À“≈—¬¡À‘¥≈

∫∑π”
§≈‘π‘° ÿ¢¿“æ‡æ»™“¬ (Menûs Health Clinic) „π

‚√ßæ¬“∫“≈√“¡“∏‘∫¥’∂◊Õ«à“‡ªìπ§≈‘π‘°·Ààß·√°„πª√–‡∑»‰∑¬
‚¥¬„™â™◊ËÕ ùù§≈‘π‘°™“¬«—¬∑Õßûû ·≈–„Àâ∫√‘°“√·°àºŸâªÉ«¬¡“
μ—Èß·μà«—π∑’Ë 18  ‘ßÀ“§¡ æ.». 2542 ‚¥¬§«“¡√à«¡¡◊Õ√–À«à“ß
¿“§«‘™“ Ÿμ‘»“ μ√å-π√’‡«™«‘∑¬“ ·≈–Àπà«¬√–∫∫ªí  “«–
¿“§«‘™“»—≈¬»“ μ√å ‚√ßæ¬“∫“≈√“¡“∏‘∫¥’[1] μàÕ¡“„πªï æ.».
2547 §≈‘π‘°¥—ß°≈à“«‰¥â∂Ÿ°‡ª≈’Ë¬π™◊ËÕ¡“‡ªìπ ùù§≈‘π‘° ÿ¢¿“æ
‡æ»™“¬ûû ·≈–Õ¬Ÿà„π§«“¡¥Ÿ·≈¢ÕßÀπà«¬√–∫∫ªí  “«– ¿“§
«‘™“»—≈¬»“ μ√åœ Õ“®°≈à“«‰¥â«à“§≈‘π‘° ÿ¢¿“æ‡æ»™“¬¢Õß
 ∂“∫—ππ’È ªí®®ÿ∫—π¡’Õ“¬ÿ¡“°°«à“ 8 ªï·≈â« Õ¬à“ß‰√°Áμ“¡‡∑à“
∑’ËºŸâª√–æ—π∏å∑√“∫ ¬—ß‰¡à‡§¬¡’°“√»÷°…“§âπ§«â“¢âÕ¡Ÿ≈æ◊Èπ∞“π
¢Õß§≈‘π‘°¥—ß°≈à“«·≈–√“¬ß“π¡“°àÕπ„πª√–‡∑»‰∑¬ °“√
»÷°…“π’È®÷ß¡’§«“¡®”‡ªìπÕ¬à“ß¡“°‡æ◊ËÕπ”¢âÕ¡Ÿ≈¡“«‘‡§√“–Àå
·≈â«æ—≤π“§≈‘π‘° ÿ¢¿“æ‡æ»™“¬

ºŸâ¡“√—∫∫√‘°“√·≈–«‘∏’°“√
ºŸâª√–æ—π∏å·≈–∑’¡ß“π‰¥â¥”‡π‘π‚§√ß°“√«‘®—¬™◊ËÕ ùù2 ªï

§≈‘π‘° ÿ¢¿“æ‡æ»™“¬ (Menûs Health Clinic) „π‚√ßæ¬“∫“≈
√“¡“∏‘∫¥’ (2547-2548)ûû ‚¥¬‰¥â√—∫°“√Õπÿ¡—μ‘„Àâ∑”°“√«‘®—¬
®“°§≥–°√√¡°“√®√‘¬∏√√¡«‘®—¬„π§π ºŸâª√–æ—π∏å·≈–∑’¡ß“π

‰¥â‡√‘Ë¡À“¢âÕ¡Ÿ≈æ◊Èπ∞“π¢Õß™◊ËÕ·≈–∑’ËÕ¬Ÿà¢ÕßºŸâ¡“√—∫∫√‘°“√
μ—Èß·μà«—π∑’Ë 1 ¡°√“§¡ æ.». 2547 ∂÷ß«—π∑’Ë 31 μÿ≈“§¡ æ.».
2549 ®“°Àπà«¬ß“π‡«™»“ μ√å π‡∑» À≈—ß®“°π—Èπ‰¥â‡°Á∫
¢âÕ¡Ÿ≈·∫àßÕÕ°‡ªìπ “¡¢—ÈπμÕπ§◊Õ

1. °“√‡°Á∫¢âÕ¡Ÿ≈¬âÕπÀ≈—ß®“°‡«™√–‡∫’¬π ‡æ◊ËÕ§âπÀ“
¢âÕ¡Ÿ≈æ◊Èπ∞“π¢ÕßºŸâ¡“√—∫∫√‘°“√ª√–°Õ∫¥â«¬ ∂“π¿“æ,
Õ“™’æ ·≈–ª√–«—μ‘°“√‡ªìπ‚√§„πÕμ’μ, º≈°“√μ√«®∑“ßÀâÕß
ªØ‘∫—μ‘°“√·≈–°“√μ√«®æ‘‡»…, º≈°“√μ√«®ŒÕ√å‚¡π, °“√
«‘π‘®©—¬ μ≈Õ¥®π°“√√—°…“

2.  àß®¥À¡“¬æ√âÕ¡·∫∫ Õ∫∂“¡´÷Ëßª√–°Õ∫¥â«¬
¢âÕ¡Ÿ≈æ◊Èπ∞“π¢ÕßºŸâ¡“√—∫∫√‘°“√¥—ß°≈à“«¢â“ßμâπ, §«“¡‡ªìπÕ¬Ÿà,
·≈– “¡·∫∫ Õ∫∂“¡¡“μ√∞“π∑’Ë§√Õ∫§≈ÿ¡∂÷ß ¿“«–
ŒÕ√å‚¡π‡æ»™“¬∫°æ√àÕß (aging male score: AMS score),
¿“«–§«“¡º‘¥ª°μ‘¢Õß°“√¢—∫∂à“¬ªí  “«– (©∫—∫π“π“™“μ‘:
International prostate symptom score, IPSS score)
·≈– ÿ¢¿“æ∑“ß‡æ»¢Õß™“¬‰∑¬

3. ‡°Á∫¢âÕ¡Ÿ≈¥—ß°≈à“«∑—ÈßÀ¡¥Õ’°§√—Èß∂â“¡“√—∫∫√‘°“√
∑’Ë§≈‘π‘° ÿ¢¿“æ‡æ»™“¬ ¢âÕ¡Ÿ≈∑—Èß “¡¢—ÈπμÕπ®–π”¡“√«¡°—π
„π·∫∫‡°Á∫¢âÕ¡Ÿ≈∑’ËÕÕ°·∫∫¥â«¬ program EpiData
Õ¬à“ß‰√°Áμ“¡ ∫∑§«“¡π’È®–π”‡ πÕº≈ß“π«‘®—¬¢Õß°“√‡°Á∫
¢âÕ¡Ÿ≈¢—Èπμâπ„π¢—ÈπμÕπ∑’Ë 1
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º≈°“√«‘®—¬
μ—Èß·μà«—π∑’Ë 1 ¡°√“§¡ æ.». 2547 ∂÷ß«—π∑’Ë 31 μÿ≈“§¡

æ.». 2549 ¡’ºŸâ¡“√—∫∫√‘°“√∑—ÈßÀ¡¥ 1,100 §π  “¡“√∂‡°Á∫
ª√–«—μ‘‰¥â 965 §π ·≈–¡’Õ“¬ÿ‡©≈’Ë¬ 55.5 ªï (√–À«à“ß 20-
97.8) ª√–«—μ‘°“√¡“√—∫∫√‘°“√Àπ÷Ëß  Õß  “¡ ·≈– ’Ë§√—Èß
§‘¥‡ªìπ√âÕ¬≈– 18 (175 §π)  16.5 (160 §π)  8.4 (81 §π)
·≈– 5.6 (54 §π) μ“¡≈”¥—∫ ·≈–¡’ºŸâ√—∫∫√‘°“√¡“°∑’Ë ÿ¥
31 §√—Èß ®”π«π 1 §π ¡’ºŸâ¡“√—∫∫√‘°“√„À¡à 484 §π (50.2%)
·≈–ºŸâ¡“√—∫∫√‘°“√‡°à“ 481 §π (49.8%)

 ”À√—∫°“√»÷°…“Õÿ∫—μ‘°“√≥å (√Ÿª∑’Ë 3), ªí≠À“∑’Ë
 ”§—≠·≈–æ∫‰¥â∫àÕ¬ 8 Õ—π¥—∫·√°®“°¡“°‰ªÀ“πâÕ¬ §◊Õ
‰¢¡—π„π‡ âπ‡≈◊Õ¥ Ÿß 412 §π (20.14%) ‚√§À¬àÕπ
 ¡√√∂¿“æ∑“ß‡æ» 362 §π (17.7%) Õ“°“√º‘¥ª°μ‘∑“ß
‡¥‘πªí  “«– à«π≈à“ß 321 §π (15.7%) ¿“«–ŒÕ√å‚¡π
‡æ»™“¬∫°æ√àÕß 293 §π (14.32%) [Partial androgen
deficiency in Aging Male (PADAM)], ¿“«–°√–¥Ÿ°∫“ß
(Osteopenia) 259 §π (12.7%) §«“¡¥—π‚≈À‘μ Ÿß 230 §π

1000
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200

0

§π

‚ ¥ §Ÿà À¡â“¬ À¬à“ ·¬°°—πÕ¬Ÿà √—°√à«¡‡æ» Õ◊Ëπ

89

812

27 22 2 2 6

√Ÿª∑’Ë 1 · ¥ß ∂“π¿“æºŸâ¡“√—∫∫√‘°“√ ·≈–æ∫∫àÕ¬‡√’¬ß≈”¥—∫®“°¡“°‰ªÀ“πâÕ¬ §◊Õ §Ÿà (84.2%)  ‚ ¥ (9.2%)  À¡â“¬ (2.8%)  À¬à“
(2.6%) ·¬°°—πÕ¬Ÿà (0.2%) ·≈–√—°√à«¡‡æ» (0.2%) μ“¡≈”¥—∫

√Ÿª∑’Ë 1   ∂“π¿“æºŸâ¡“√—∫∫√‘°“√¢Õß§≈‘π‘° ÿ¢¿“æ‡æ»™“¬
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√Ÿª∑’Ë 2 · ¥ß∂÷ßÕ“™’æºŸâ¡“√—∫∫√‘°“√ ‚¥¬¡“°°«à“√âÕ¬≈– 50 ®–‡∫‘°§à“√—°…“æ¬“∫“≈‰¥â (¢â“√“™°“√ 33.1%  ∫”π“≠ 15.4%  √—∫®â“ß
„™â·√ßß“π 13.7%  ß“π∫â“π 9.4%  §â“¢“¬ 8.5% ·≈–√—∞«‘ “À°‘® 6.1%)
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The Thai Journal of    UROLOGY 141Vol. 28 No. 2  December 2007

(11.2%) ‚√§‡∫“À«“π 102 §π (4.98%) ·≈–¿“«–
°√–¥Ÿ°æ√ÿπ 66 §π (3.23%) [Osteoporosis] Õ¬à“ß‰√°Áμ“¡
¡’ºŸâ¡“√—∫∫√‘°“√∑’Ë·¢Áß·√ß‰¡à¡’ªí≠À“¥—ß°≈à“«¢â“ßμâπ 85 §π
®“° 965 §π (8.8%)

º≈°“√»÷°…“§à“‡©≈’Ë¬ + SD ¢Õß°“√μ√«®∑“ß¥â“πÀâÕß
ªÆ‘∫—μ‘°“√·≈–°“√μ√«®æ‘‡»…¢ÕßºŸâ¡“√—∫∫√‘°“√∑’Ë‰¥â√—∫ æ∫
«à“ Body Mass index §◊Õ 24.7+3.2, Systolic blood
pressure 132.4+17.7mmHg, Diastolic blood pressure
82.67+12.7 mmHg, Hemoglobin 14.9+7.7 g/dL,
Hematocrit 42.96+13%, FBS (Fasting blood sugar,

NaF) 104.96+46.7 mg/dL, Urea 14.6+5.1mg/dL, Crea-
tinine 1.09+0.43 mg/dL, Uric acid 8.05+22.9 mg/dL,
Total bilirubin 0.9+1.11 mg/dL, Direct bilirubin 0.23+

0.25 mg/dL, Cholesterol 220.4+41.1 mg/dL, Triglyce-
ride 148.1+95.3 mg/dL, HDL 50.4+14.2 mg/dL, LDL
146.4+38.04 mg/dL, EKG abnormal 166 §π (17.02%),
Total bone mineral density (BMD) 0.15+0.15 SD,
Total body fat 25.95+6.57, Waist -0.47+1.2 SD, Spine-
0.1+1.5 SD, Hip -0.78+2.2 SD, Total testosterone 502.4
+200.1 ng/dL, §à“μË” ÿ¥¢Õß testosterone 48 ng/dL, §à“
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Osteopenia
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DM

0 5 10 15 20 25

HT

Osteoporesis

Note: DLP = Dyslipidemia, ED = Erectile dysfunction, LUTS = Lower urinary tract symptoms,
PDAM = Partial androgen deficiency in Aging Male, HT = Hypertension, DM = Diabetic mellitus
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 Ÿß ÿ¥¢Õß testosterone 1,100 ng/dL, SHBG 38.07+24.46
nmol/L, Total PSA 1.75+2.24ng/ml

„πºŸâ√—∫∫√‘°“√∑’Ë¡’ªí≠À“ PADAM ·≈–‡§¬‰¥â√—∫
ŒÕ√å‚¡π‡æ»™“¬™π‘¥ testosterone undecanoate [Andriol]
231 §π (√âÕ¬≈– 23.94 ¢ÕßºŸâ¡“√—∫∫√‘°“√) ´÷Ëß¡’Õ“¬ÿ‡©≈’Ë¬
57.7 ªï (31-77.7) ·≈–¡’‡æ’¬ß 8 (3.5%) §π‡∑à“π—Èπ∑’Ë‡√‘Ë¡
„Àâ¥â«¬°“√ loading dose ¡’°“√∑“π¬“ 1, 2, 3 ·≈– 4 ‡¡Á¥
μàÕ«—π §◊Õ 81, 157, 10 ·≈– 5 §πμ“¡≈”¥—∫ Õ¬à“ß‰√°Áμ“¡
ºŸâ√—∫∫√‘°“√∑’Ë¬—ß√—∫ŒÕ√å‚¡πμ≈Õ¥§◊Õ 117 §π ¡’√“¬ß“π
2 √“¬∑’Ë¡’º≈‡≈◊Õ¥Àπâ“∑’Ëμ—∫º‘¥ª°μ‘À≈—ß∑“π¬“ Õ¬à“ß‰√°Áμ“¡
‰¡àæ∫«à“¡’√“¬ß“πºŸâ ‰¥â√—∫¬“ŒÕ√å‚¡π‡æ»™“¬‡ªìπ¡–‡√Áß
μàÕ¡≈Ÿ°À¡“° πÕ°®“°π’È¡’ºŸâ√—∫∫√‘°“√‰¥â√—∫ Dehydroepi-
androsterone (DHEA) 99 §π (10.3%), Bisphosphonates
[Fosamax] 74 §π (7.7%), alpha-blocker 153 §π
(15.9%), 5α-reductase inhibitor [Finasteride] 8 §π
(0.8%), anti-lipidemia 301 §π (31.2%), antihyperten-
sive drug 152 §π (15.8%), Vitamin 489 §π (50.7%),
Calcium 482 §π (49.5%), ·≈– phosphodiesterase type
5 (PDE-5) inhibitor ‰¥â·°à Sildenafil [Viagra] 169 §π
(17.5%), Vardenafil [Levitra] 83 §π (8.6%), Cialis 36 §π
(3.7%)

«‘®“√≥å
°√–∑√«ß “∏“√≥ ÿ¢‰¥â®—¥∫√‘°“√ àß‡ √‘¡ ÿ¢¿“æ™“¬

 Ÿß«—¬ ¥â«¬°“√®—¥μ—Èß§≈‘π‘° àß‡ √‘¡ ÿ¢¿“æ™“¬«—¬∑Õß„πªï
æ.». 2544 ‚¥¬‡√‘Ë¡®—¥μ—Èß„π‚√ßæ¬“∫“≈ àß‡ √‘¡ ÿ¢¿“æ  °√¡
Õπ“¡—¬ ·≈–¢¬“¬μàÕ‰ª¬—ß‚√ßæ¬“∫“≈»Ÿπ¬å ‚√ßæ¬“∫“≈∑—Ë«‰ª
‚√ßæ¬“∫“≈™ÿ¡™π/ ∂“π’Õπ“¡—¬ μ“¡≈”¥—∫[2] ·≈–®“°°“√
 ”√«®„π ∂“π∫√‘°“√¢Õß°√–∑√«ß “∏“√≥ ÿ¢√–¥—∫μà“ßÊ
„πªï æ.». 2545 ¡’§≈‘π‘° àß‡ √‘¡ ÿ¢¿“æ™“¬«—¬∑Õß 280 ·Ààß
Õ¬à“ß‰√°Áμ“¡¬—ß‰¡à¡’°“√ ”√«®¢âÕ¡Ÿ≈¢Õß§≈‘π‘°‡À¡◊Õπ°“√
»÷°…“π’È  à«π§≈‘π‘° àß‡ √‘¡ ÿ¢¿“æ™“¬ Ÿß«—¬„π√–¥—∫‚√ß‡√’¬π
·æ∑¬åÀ√◊Õ¡À“«‘∑¬“≈—¬π—Èπ‚√ßæ¬“∫“≈√“¡“∏‘∫¥’‡ªî¥„Àâ
∫√‘°“√·°àºŸâªÉ«¬¡“μ—Èß·μàªïæ.». 2542 ‡ªìπ·Ààß·√°¢Õß
ª√–‡∑»‰∑¬ ¥—ßπ—Èπ°“√‡°Á∫¢âÕ¡Ÿ≈ ·≈–°“√«‘®—¬ ´÷Ëßπ”¡“∂÷ß
°“√æ—≤π“§≈‘π‘° ÿ¢¿“æ‡æ»™“¬®÷ß¡’§«“¡®”‡ªìπÕ¬à“ß¬‘Ëß

™◊ËÕ ùù§≈‘π‘° ÿ¢¿“æ‡æ»™“¬ûû ∑’Ëªí®®ÿ∫—ππ”„™â„π‚√ß
æ¬“∫“≈√“¡“∏‘∫¥’ ¡’°“√‡√’¬°™◊ËÕÕ◊ËπÊ Õ’°¡“°¡“¬ ‡™àπ
ùù§≈‘π‘°™“¬«—¬∑Õßûû, ùù§≈‘π‘° àß‡ √‘¡ ÿ¢¿“æ™“¬«—¬∑Õßûû À√◊Õ

ùù§≈‘π‘°™“¬ Ÿß«—¬ûû ·μà§≈‘π‘°∑—ÈßÀ¡¥¥—ß°≈à“«¡’®ÿ¥ª√– ß§å∑’Ë
‡À¡◊ÕπÀ√◊Õ§≈â“¬°—π Õ¬à“ß‰√°Áμ“¡¡’ºŸâ „Àâ∫√‘°“√·≈–ºŸâ√—∫
∫√‘°“√ à«πÀπ÷Ëß¬—ß¡’§«“¡√Ÿâ§«“¡‡¢â“„®„π§≈‘π‘°‰¡àμ√ß°—π
®“°°“√»÷°…“π’È¡’ºŸâ¡“√—∫∫√‘°“√‰¡à „™à¡“¥â«¬‚√§À¬àÕπ
 ¡√√∂¿“æ∑“ß‡æ» À√◊Õ¡’ªí≠À“ŒÕ√å‚¡πμË”‡æ’¬ßÕ¬à“ß‡¥’¬«
¡’ªí≠À“‚√§Õ◊ËπÊÕ’° ‡™àπ ‰¢¡—π„π‡ âπ‡≈◊Õ¥ Ÿß §«“¡¥—π‚≈À‘μ Ÿß
·≈–¿“«–°√–¥Ÿ°∫“ßÀ√◊Õæ√ÿπ Õπ÷Ëß¢âÕ¡Ÿ≈¥—ß°≈à“«¡‘‰¥â· ¥ß
«à“„πºŸâ√—∫∫√‘°“√¡’ªí≠À“‚√§¡“°°«à“Àπ÷Ëß‚√§„π§π‡¥’¬«°—π
πÕ°®“°π’ÈºŸâ√—∫∫√‘°“√¡“°°«à“ 50% ¢Õß§≈‘π‘°¡’ ∂“π–§Ÿà·≈–
‡ªìπ¢â“√“™°“√ Õ“®‡ªìπ‡Àμÿº≈°“√√—°…“ºŸâ√—∫∫√‘°“√¡’≈—°…≥–
‡©æ“–æ‘‡»…∑’Ë·μ°μà“ß®“°§≈‘π‘°Õ◊ËπÊ

Body Mass Index (BMI) §◊Õ§à“∑’Ë§”π«≥®“°πÈ”Àπ—°
·≈– à«π Ÿß´÷Ëß∫àß∫Õ°∂÷ß‰¢¡—π„π√à“ß°“¬ (body fatness)
BMI ‰¡à‰¥â«—¥‰¢¡—π„π√à“ß°“¬‚¥¬μ√ß ·μà®“°°“√«‘®—¬· ¥ß«à“
BMI  —¡æ—π∏å°—∫‰¢¡—π„π√à“ß°“¬®“° underwater weigh-
ing ·≈– dual energy x-ray absorptiometry (DXA)[3]
„π°“√»÷°…“π’Èæ∫«à“§à“‡©≈’Ë¬ BMI ·≈– Total body fat ¢Õß
ºŸâ√—∫∫√‘°“√¡’·π«‚πâ¡∑’Ë¡“°°«à“§à“ª°μ‘·≈–ªí≠À“∑’Ëæ∫∫àÕ¬
¡“°∑’Ë ÿ¥§◊Õ‰¢¡—π„π‡ âπ‡≈◊Õ¥ Ÿß ¥—ßπ—Èπ§«“¡æ√âÕ¡„π°“√¥Ÿ·≈
√—°…“∑—Èß°“√„Àâ§”·π–π”„π·π«∑“ß∑’Ë‡À¡“– ¡·°àºŸâ√—∫
∫√‘°“√°≈ÿà¡¥—ß°≈à“«®÷ß¡’§«“¡®”‡ªìπÕ¬à“ß¡“° πÕ°®“°π’È¡’
 ‘Ëß∑’Ëπà“ π„®„π°“√—°…“ ‡™àπ ¡’¬“√—°…“„π 6 Õ—π¥—∫·√°∑’Ë
„™â§◊Õ vitamin, calcium, anti-lipidemia, ŒÕ√å‚¡π‡æ»™“¬
·≈–¬“√—°…“μàÕ¡≈Ÿ°À¡“°‚μ ¡“°°«à“√âÕ¬≈– 50 ¢ÕßºŸâ√—∫
∫√‘°“√‰¥â√—∫ vitamin ·≈– calcium

‚¥¬∑—Ë«‰ª«—μ∂ÿª√– ß§å¢Õß°“√®—¥μ—Èß§≈‘π‘°§◊Õ‡æ◊ËÕ
 àß‡ √‘¡·≈–„Àâ§«“¡√Ÿâ¥â“π ÿ¢¿“æ¢Õß™“¬ Ÿß«—¬ ‡æ◊ËÕ≈¥
ªí≠À“¥â“π ÿ¢¿“æ √«¡∂÷ß°“√ªÑÕß°—π‚√§·≈–§âπÀ“ºŸâ‡√‘Ë¡
‡®Á∫ªÉ«¬ Õ—π‡ªìπº≈π”´÷Ëß§ÿ≥¿“æ™’«‘μ¢Õß™“¬ Ÿß«—¬∑’Ë¥’¢÷Èπ[4]
¥—ßπ—Èπ§≈‘π‘°®÷ß¡’§«“¡®”‡ªìπ„π«“ß·ºπÕπ“§μ∑’Ë®–¡’°“√
 ”√«®§«“¡§“¥À«—ß À√◊Õ§«“¡æ÷ßæÕ„®∑—Ëß¢ÕßºŸâ„Àâ∫√‘°“√
·≈–ºŸâ√—∫∫√‘°“√ ‡æ◊ËÕπ”¡“ª√—∫ª√ÿßæ—≤π“§≈‘π‘°„Àâ¥’¢÷Èπ
μ≈Õ¥®π∑”„ÀâºŸâ „Àâ∫√‘°“√√–¥—∫ªÆ‘∫—μ‘ß“π ‡™àπ ·æ∑¬å
æ¬“∫“≈ À√◊Õ∑’¡ß“π “¡“√∂ªÆ‘∫—μ‘„Àâ∫√√≈ÿ«—μ∂ÿª√– ß§å
ªí®®ÿ∫—π§≈‘π‘° ÿ¢¿“æ‡æ»™“¬„π‚√ßæ¬“∫“≈√“¡“∏‘∫¥’ ¡’
·æ∑¬å∑’Ë„Àâ°“√√—°…“§◊Õ ·æ∑¬å√–∫∫∑“ß‡¥‘πªí  “«–·≈–
„Àâ∫√‘°“√Õ“∑‘μ¬å≈–§√÷Ëß«—π™à«ß∫à“¬«—π»ÿ°√å ·μà®”π«πºŸâ√—∫
∫√‘°“√¬—ß¡’ —¥ à«π¡“°°«à“ºŸâ„Àâ∫√‘°“√ ´÷ËßÕ“®‡°‘¥®“°ºŸâ√—∫
∫√‘°“√¡’¡“°¢÷Èπμ“¡Õ“¬ÿ·≈–¡’§«“¡ π„®„π ÿ¢¿“æ¡“°¢÷Èπ



The Thai Journal of    UROLOGY 143Vol. 28 No. 2  December 2007

„π¢≥–∑’Ë®”π«πºŸâ„Àâ∫√‘°“√√–¥—∫ªÆ‘∫—μ‘ß“π¡’§«“¡ π„®πâÕ¬
Õ¬Ÿà „π°“√»÷°…“§√—Èßπ’È¡’¢âÕ®”°—¥Õ—π‡π◊ËÕß®“°‡ªìπ°“√»÷°…“
¬âÕπÀ≈—ß·≈–®”‡ªìπ∑’ËμâÕß»÷°…“μàÕ‰ª‡æ◊ËÕμÕ∫§”∂“¡Õ◊ËπÊ
Õ’°¡“°¡“¬

∫∑ √ÿª
§≈‘π‘° ÿ¢¿“æ‡æ»™“¬¡’∫∑∫“∑ ”§—≠„π°“√¥Ÿ·≈

 ÿ¢¿“æºŸâ ŸßÕ“¬ÿ  ªí≠À“‡√◊ËÕß°“√¢“¥ŒÕ√å‚¡π‡æ»™“¬‰¡à‰¥â
‡ªìπªí≠À“À≈—°¢Õß§≈‘π‘° °“√∑”ß“π§≈‘π‘° ÿ¢¿“æ‡æ»™“¬
®÷ß®”‡ªìπμâÕß¡’§«“¡√ŸâÀ≈“¬ “¢“√à«¡°—π
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„π√–À«à“ß‡¥◊Õπ¡‘∂ÿπ“¬π æ.». 2544 ∂÷ß‡¥◊Õπ∏—π«“§¡ æ.». 2550 ‰¥â√—°…“ºŸâªÉ«¬π‘Ë«„π‰μ 154 √“¬ ‚¥¬°“√‡®“–√Ÿ
ºà“πº‘«Àπ—ß (PCNL) ®”π«π 168 √“¬ Õ“¬ÿ‡©≈’Ë¬ 48.29 ªï (Õ“¬ÿ√–À«à“ß 7-73 ªï) ‚¥¬‡ªìππ‘Ë«„π‰μ¢π“¥‡≈Á° 57 √“¬
(33.9%) π‘Ë«„π‰μ¢π“¥°≈“ß 53 √“¬ (31.5%) π‘Ë«„π‰μ¢π“¥„À≠à 50 √“¬ (29.7%) ®”π«π«—ππÕπ‡©≈’Ë¬À≈—ß°“√ºà“μ—¥
7.64 «—π ¿“«–·∑√°´âÕπæ∫°“√μ‘¥‡™◊ÈÕ‡¢â“°√–· ‚≈À‘μ 3 √“¬ (1.92%) ∑–≈ÿ‡¢â“™àÕßÕ° 3 √“¬ (1.92%) ‡¢â“™àÕß∑âÕß
2 √“¬ (1.28%) ·≈–μâÕß∑”°“√„Àâ‡≈◊Õ¥ 21 √“¬ (13.46%) μâÕß∑”°“√√—°…“‚¥¬«‘∏’Õ◊Ëπ√à«¡®”π«π 17 √“¬ (10.88%)
‰¥â·°à°“√ ≈“¬π‘Ë« 14 √“¬ (8.96%) ºà“μ—¥‡ªî¥‡π◊ÈÕ‰μ‡Õ“π‘Ë«ÕÕ° 1 √“¬ (0.64%) ·≈–§≈âÕßπ‘Ë«ÕÕ°®“°∑àÕ‰μ 3 √“¬
(1.92%)

Õ—μ√“¢Õß°“√ª≈Õ¥π‘Ë«À≈—ßºà“μ—¥ 79.29% ·≈–¿“¬„π 1 ªï Õ—μ√“‡æ‘Ë¡¢÷Èπ‡ªìπ 85.28%

®“°ª√– ∫°“√≥å°“√∑” PCNL æ∫«à“‡ªìπ«‘∏’°“√√—°…“∑’Ë‡À¡“– ¡„π°“√√—°…“π‘Ë«‰μ‚¥¬‡©æ“–π‘Ë«∑’Ë¡’¢π“¥„À≠à
·≈–π‘Ë«‡¢“°«“ß ¡’§«“¡ª≈Õ¥¿—¬ ¡’ª√– ‘∑∏‘¿“æ ·º≈¡’¢π“¥‡≈Á° ≈¥«—ππÕπ„π‚√ßæ¬“∫“≈  ¡’¿“«–·∑√°´âÕπ´÷Ëß§«∫§ÿ¡‰¥â
∂◊Õ‡ªìπ¡“μ√∞“π°“√√—°…“π‘Ë«¢π“¥„À≠à„π‰μ
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Treatment of Renal Stones by Percutaneous Nephrolithotripsy (PCNL) in
Ratchaburi Hospital.

Tanongkit Prachapinyo M.D.*

* Department of Surgery Ratchaburi Hospital

Abstract
The purpose of this study is to evaluate the safety and effectiveness for the removal of renal stones

by percutaneous nephrolithotripsy (PCNL) in Ratchaburi Hospital.

Between June 2001 and December 2007, 154 renal stone patients were treated by 168 PCNLs at
Ratchaburi Hospital. The mean age was 48.29 years (7-73). 57 small  renal calculi (33.9%), 53 medium
renal calculi (31.5%) and 50 large renal calculi (29.7%) were included in this study. The average posto-
perative stay was 7.64 days. Complications included 3 urosepsis (1.92%), 3 pleural cavity perforation
(1.92%), 2 perforations peritoneal cavity (1.28%) and 21 patients (13.46%) required blood transfusions.
There were 17 cases (10.88%) required additional treatments in ESWL for 14 patients (8.96%), open
nephrolithotomy in one patient (0.64%) and 3 patients needed ureteroscopy (1.92%).

The stone-free rate on discharge was 79.29% and increased to 85.28% at one year post PCNL. In
our experience, PCNL is safe, effective and successful method in treatment of renal calculi with smaller
operative wound, short hospital stay, with acceptable complications and would be the standard procedure
in the treatment of large renal calculi.

Keywords: Percutaneous nephrolithotripsy (PCNL)
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Introduction
Renal stone disease is one of common

diseases in urology which there are various treat-
ments, such as Extracorporeal Shockwave Litho-
tripsy (ESWL), Percutaneous nephrolithotripsy (PCNL)
and open surgery. PCNL is a minimally invasive sur-
gical procedure for removing medium-sized or large
renal calculi[1] PCNL was first performed in Ratchaburi
Hospital in 2001 as a less invasive surgery on the
kidney calculi.

The purpose of this study is to evaluate the
safety and effectiveness in the treatment of renal
stones by PCNL in Ratchaburi Hospital from 2001 to
2007.

Materials and Methods
During the 7 year period from June 2001 to

December 2007, the technique of percutaneous
nephrolithotripsy on pyelocaliceal stones was per-
formed in 168 kidneys in 154 patients at Ratchaburi
Hospital. The average age was 48.29+12.31 years
with the youngest 7 years and the oldest 73 years.
(Table 1). 85 (50.6%) of them were male, and 83
(49.4%) were female (Table 2). Left renal calculi were
84 of 168 (50.0%) and the same number (50.0%)
were in the right kidney (Table 3). The majority was
staghorn stones 65.9% (109 of 168) and 35.1%) (59
of 168) were renal pelvic stones and other (table 3).
The mean value of the longest stone size was 4.41
cm +1.87 (range from 1.0 to 9.0 cm), PCNLs were
performed on 57 (33.9%) small renal calculi, 53
(31.5%) medium renal calculi and 50 (29.7%) large
renal calculi (Table 4).

The mean duration of the symptom was 5.51
months +8.47 (range 0.03 -60 months) in 156 of 168
renal calculi (89.88%) and 17 (10.12%) were asymp-
tomatic. History of previous urinary stones (or recur-
rent stone) was present in 12 patients (7.14%), and
urinary tract infections were found in 24 patients

(14.29%). Failed Shockwave lithotripsy in 35 patients
(20.83%), previous open operation in same kidney in
11 patients (6.55%) and previous percutaneous
nephrolithotripsy in same kidney in 3 patients (1.79%).

Technique of PCNL
After the induction of the general anesthesia,

an open-ended ureteral catheter was placed into the
ureter up to the renal pelvis by fluoroscopy in litho-
tomy position.  Contrast media was injected via cathe-
ter to visualize pelvocaliceal system. Then the
patient was turn to prone position. The surgical site
was prepared and drape. Continuous infusion of
contrast media into the kidney was performed and
the percutaneous tract was accesssed. The needle
was punctured directly into the calyx under fluoro-
scopy, through the upper calyx in 77.08%, lower
calyx in 12.50% and middle calyx in 10.42%. The
approach was done through the back of the patient
and the puncture was done into posterior calyx
through subcostal position. A guide wire was placed
into the collecting system down to the ureter via the
puncture needle.  Then percutaneous tract was per-
formed and dilated gradually with fascial dilators up
to 30 F. Finally an Amplatz sheath inserted through
the tract for insertion of a nephroscope and dissin-
tegrated stones by either ultrasonic lithotripter or
pneumatic lithotriptor.

After stone dissinteprefer the fragmentation of
stone was and a nephrostomy tube was placed in
the renal pelvis, The size of the tubes were 14-Fr in
36.50%, 12-Fr in 24.09%, 16-Fr in 13.87%, 20-Fr in
13.14%, 18-Fr in 5.84%, 10-Fr in 3.65% and 24-Fr in
2.92%. Nephrostomy tubes were clamped when the
urine was clear and removed when no complication
occurred. Average removal time was 4.83 days after
surgery. Average blood loss was 424.34+343.40 cc,
maximum 1,600 cc and minimum 50 cc. Only
21 patients (13.46%) required blood transfusion.
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Table 1 Distribution of number and percentage of the renal stone patients by age.

Age (years)

Lower than 10
11 - 20
21 - 30
31 - 40
41 - 50
51 - 60
61 - 70
Higher than 70
Total
Mean age + S.D
Max, Min

Number

1
3
7
36
40
54
26
1

168
48.29+12.31

73, 7

Percent

0.6
1.8
4.2
21.4
23.8
32.1
15.5
0.6

100.0

Table 2 Distribution of number and percentage of the renal stone by sex.

Sex

Male
Female
Total

Number

85
83
168

Percent

50.6
49.4
100.0

number

Table 3  The position of renal stones treated.

sex
Position

Left
character

Staghorn Stone

%

Right Pelvic Stone& other

number % number % number %
Male
Female
total

40
44
84

47.1
53.0
50.0

45
39
84

52.9
47.0
50.0

55
54
109

64.7
65.1
64.9

30
29
59

35.3
34.9
35.1

29
26
22
6
2
85

Table 4  Distribution of number and percentage of stones size.

Stone Size
Male

Number
Female

34.1
30.6
25.9
7.1
2.4
100

28
27
17
5
6
83

33.7
32.5
20.5
6.0
7.2
100

57
53
39
11
8

168

33.9
31.5
23.2
06.5
04.8
100.0

total
percent Number percent Number percent

1 - 3 cm.
3.5 - 5 cm.
5.5 - 7 cm.
7.5 - 9 cm.
No record
total
Mean stone size + SD
Max, Min

4.41 cm + 1.87
9.0, 1.0
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Average operative time (from cystoscopy to suture
of operative wound) was 129.65+44.83 minutes, maxi-
mum 290 and minimum 50 minutes.

Results
The immediate stone-free rate was 79.29% (124

of 156). Residual fragments found in 20.51% (32 of
156). The location of residual stones were as
follows: 15 in the lower calyx, 6 in the upper calyx, 6
middle calyx, 3 in the upper and lower calyx and 2 in
the upper and mid calyx. The follow-up time was
1-12 months, follow-up radiography were used to
evaluate the residual stones, Plain KUB in 91.03%
and  U/S in 3.21%. There were 14 patients (8.97%)
required additional ESWL, open nephrolithotomy in
one (0.64%) and 3 needed ureteroscopy (1.92%).
After additional procedures, the final stone-free rate
was 85.28%.

Complications
Failed PCNL were 7.14% (12 of 168) due to

lost of percutaneous tract[7], unable to dilate tract
(1) and guide displacement (1).  Other included pleural
tear (1) and severe bleeding from kidneys (2). (All
occurred in our early experience)

In the success group, complications were found
in 11 (7.05%) of 156 renal calculi including 3 (1.92%)
severe hemorrhage, 3 (1.92%) postoperative sepsis,
2 (1.28%) pleural cavity perforation with hydrothorax
and one (0.64%) with pneumothrorax, 2 (1.28%) to
peritoneal cavity perforation.

Mild fever occurred as a postoperative compli-
cation in 49.7% (table 5), and almost subsided in
three days (82.19%) (table 6). Oozing at the punc-
ture site occurred in 36.5% and recurrent gross
heamaturia in 6.41%.  On average, the hospital post-
operative stay was 7.64 days and all complications
were managed conservatively.

Table 5  Distribution of number and percentage of postoperative fever by temperature.

Level of fever

37.5 - 38oC
38.1 - 39oC
39.1 - 40oC
No Fever
Total

Number

52
78
16
11
157

percent

33.1
49.7
10.2
7.0

100.00

Table 6  Distribution of number and percentage of postoperative fever by time.

1 - 3  day
1 - 6  day
1 - 10 day
Over  10 day
Total

Number

120
22
1
3

146

percent

82.19
15.07
0.68
2.05

100.00

Mean + SD
Max, Min

2.58 + 1.98
15, 1
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Discussion
Management of nephrolithiasis has been revolu-

tionized by the advent of shock-wave lithotripsy and
percutaneous nephrolithotripsy (PCNL)[2]. Percuta-
neous nephrostomy was a procedure known since
1955. However, it was not until 1976 when the first
percutaneous nephrostomy for the specific purpose
of removing a kidney stone was performed by
Ferstrom and Johannson[1].  Subsequent reports have
established PCNL as a routinely used technique to
treat patients with large or otherwise complex
calculi successfully. Since 2001 till now we performed
PCNL as our routine operation for renal stone
removal. We have 12 cases failure and all occurred
in our early experience. The overall success rate is

high (80% stone free rate) and with few complica-
tions (12 cases).  However, PCNL requires more equip-
ments than open surgery and most of them are
expensive. Patients benefit from PCNL was shorter
hospital stay, less operative wound pain due to smaller
wound, less complication and early back to work.
Our serious complications include penetration into
pleural and peritoneal cavity occurred in only 5 cases
and all are manageable by conservative means.
Increasing in skill, we are now replace all open renal
stone surgery by PCNL except in some special
circumstances such as kidney anomaly, non-
function or severe infected kidney which require
nephrectomy.
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Abstract
Introduction: One of the most difficult part of laparoscopic surgery is intracorporeal suturing skill.

Urethro-vesical anastomosis during laparoscopic radical prostatectomy required a vast experience in skill
of suturing. One should be trained in pelvic trainer before proceed to real operation in human being. The
author invented the modified urethral sound, namely, Sittipornûs Sound facilitating urethro-vesical anstomosis
during Extraperitoneal Laparoscopic Radical Prostatectomy and Extraperitoneal Robotic Assisted
Laparoscopic Radical Prostatectomy.

Material and Method: The Sittipornûs Sound was used in 93 patients with early prostate cancer
during the operation of either Extraperitoneal Laparoscopic Radical Prostatectomy or Extraperitoneal
Robotic Assisted Laparoscopic Radical Prostatectomy. Perioperative data was evaluated with T-Test
study. All important findings regarding the usage of the new instrument were reported here.

Results: All 93 patients were undergone the urethro-vesical anastomosis without any problem of the
instrument insertion. 3 of 93 patients (3.2%) were found to have urine leakage at the anastomostic site,
which was successfully treated with prolong urethral catheterization. Average urethral catheterization time
was 9.6 days.

Conclusion: The Sittipornûs Sound can be used to facilitate the difficult urethro-vesical anastomosis
during Extraperitoneal Laparoscopic Radical Prostatectomy and Extraperitoneal Robotic Assisted
Laparoscopic Radical Prostatectomy. The instrument is beneficial to any naïve laparoscopic surgeon
learning Extraperitoneal Laparoscopic Radical Prostatectomy and Extraperitoneal Robotic Assisted
Laparoscopic Radical Prostatectomy.

*  Division of Urology, Department of Surgery, Faculty of Medicine Siriraj Hospital.

Sittipornûs Sound facilitating Urethro-vesical
Anastomosis during Extraperitoneal Laparoscopic
Radical Prostatectomy and Extraperitoneal
Robotic Assisted Laparoscopic Radical
Prostatectomy: The New Invention

Sittiporn Srinualnad M.D., FRCS (Glasgow)*
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∫∑π”
°“√ºà“μ—¥¡–‡√ÁßμàÕ¡≈Ÿ°À¡“° ‚¥¬„™â°“√ àÕß°≈âÕß

π—Èππ—∫‡ªìπ°“√ºà“μ—¥∑’Ë¬“° ·≈–®”‡ªìπμâÕß„™âª√– ∫°“√≥å
¢Õß»—≈¬·æ∑¬å„π°“√∑’Ë®–‡√’¬π√Ÿâ°“√ºà“μ—¥ ¢—ÈπμÕπ°“√ºà“μ—¥
ª√–°Õ∫¥â«¬ °“√‡≈“–‡Õ“μàÕ¡πÈ”‡À≈◊ÕßÕÕ°®“°∫√‘‡«≥
Õÿâß‡™‘ß°√“π °“√μ—¥‡Õ“μàÕ¡≈Ÿ°À¡“° ·≈–∂ÿßπÈ”‡°Á∫πÈ”‡™◊ÈÕ
Õ ÿ®‘ÕÕ°®“°√à“ß°“¬ºŸâªÉ«¬ ·≈–¢—Èπ ÿ¥∑â“¬§◊Õ°“√μàÕ∑àÕ
ªí  “«–‡¢â“°—∫°√–‡æ“–ªí  “«– ÷́Ëß¢—ÈπμÕπ¥—ß°≈à“«‡ªìπ
¢—ÈπμÕπ∑’Ë§àÕπ¢â“ß®–¬“° ·≈–μâÕß„™â§«“¡ “¡“√∂„π°“√Ωñ°
‡¬Á∫„π Pelvic trainer °àÕπ∑’Ë®–∑”°“√ºà“μ—¥„πºŸâªÉ«¬®√‘ß

°“√»÷°…“§√—Èßπ’ÈºŸâ‡¢’¬π‰¥âæ—≤π“¥—¥·ª≈ß‡§√◊ËÕß¡◊Õ
Urethral Sound ‡æ◊ËÕ„™â„π°“√™à«¬ºà“μ—¥„π™à«ß°“√‡¬Á∫∑àÕ
ªí  “«–‡¢â“°—∫°√–‡æ“–ªí  “«– ∑”„Àâ “¡“√∂ºà“μ—¥‰¥âßà“¬
¢÷Èπ √“¬ß“π©∫—∫π’È‡ªìπ°“√√“¬ß“πº≈¢Õß°“√„™â‡§√◊ËÕß¡◊Õ
¥—ß°≈à“«„π°“√ºà“μ—¥ºŸâªÉ«¬¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°√–¬–‡√‘Ë¡μâπ

«‘∏’°“√»÷°…“
»÷°…“°“√„™â‡§√◊ËÕß¡◊Õ Sittipornûs Sound §◊Õ‡§√◊ËÕß

¡◊Õ Urethral Sound ∑’Ë¡’°“√¥—¥·ª≈ß„Àâ¡’√Ÿ∑’Ëª≈“¬ ‡æ◊ËÕ∑’Ë
®– “¡“√∂√Õß√—∫‡¢Á¡„π™à«ß∑’Ë¡’°“√‡¬Á∫‰¥â ·≈–¡’¥â“¡®—∫‡æ◊ËÕ
 –¥«°„π°“√À¡ÿπª≈“¬´“«πå„π·π«√–π“∫ (¥Ÿ√Ÿª∑’Ë 1, 2)
»÷°…“°“√„™â‡§√◊ËÕß¡◊Õ¥—ß°≈à“« „π™à«ß¢Õß°“√‡¬Á∫μàÕ∑àÕ
ªí  “«–‡¢â“°—∫°√–‡æ“–ªí  “«–„π√–À«à“ß°“√∑”ºà“μ—¥

Extraperitoneal Laparoscopic Radical Prostatectomy
·≈– Extrapertoneal Robotic Assisted Laparoscopic
Radical Prostatectomy „πºŸâªÉ«¬®”π«π 93 §π ∑’Ë‡¢â“√—∫
°“√ºà“μ—¥∑’Ë ‚√ßæ¬“∫“≈»‘√‘√“™ √–À«à“ß‡¥◊Õπ ‘ßÀ“§¡ 2550
∂÷ß‡¥◊Õπ°√°Æ“§¡ 2551 ‚¥¬ºŸâ‡¢’¬π‡ªìπºŸâ¥”‡π‘π°“√ºà“μ—¥
∑—ÈßÀ¡¥  ”À√—∫¢—ÈπμÕπ°“√ºà“μ—¥ ·≈–°“√¥Ÿ·≈ºŸâªÉ«¬À≈—ß
°“√ºà“μ—¥π—Èπ ºŸâ‡¢’¬π‰¥â√“¬ß“π‰«â·≈â«„π°“√»÷°…“§√—Èß°àÕπ
[1-2] ¢âÕ¡Ÿ≈¢ÕßºŸâªÉ«¬∑—ÈßÀ¡¥®”π«π 93 §π ‰¥â∂Ÿ°π”¡“
«‘‡§√“–Àå∑“ß ∂‘μ‘‚¥¬„™â«‘∏’ T-test °”Àπ¥§à“ p value ∑’ËπâÕ¬
°«à“ 0.05 ∂◊Õ‡ªìπ§à“∑’Ë¡’§«“¡·μ°μà“ßÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘

º≈°“√»÷°…“
ºŸâªÉ«¬∑—ÈßÀ¡¥®”π«π 93 §π‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ

¡–‡√ÁßμàÕ¡≈Ÿ°À¡“°„π√–¬–‡√‘Ë¡μâπ ·≈–‡¢â“√—∫°“√ºà“μ—¥∑’Ë
‚√ßæ¬“∫“≈»‘√‘√“™ æ∫«à“Õ“¬ÿ‡©≈’Ë¬¢ÕßºŸâªÉ«¬Õ¬Ÿà∑’Ë 67.3+7.3 ªï
√–¬–‡«≈“°“√Õ¬Ÿà‚√ßæ¬“∫“≈‡©≈’Ë¬∑’Ë 7.9+3.4 «—π §à“‡©≈’Ë¬
¢Õß√–¥—∫‡≈◊Õ¥ PSA Õ¬Ÿà∑’Ë 23.5 ng/ml ¢π“¥¢ÕßμàÕ¡≈Ÿ°
À¡“°¡’§à“¡—∏¬∞“πÕ¬Ÿà∑’Ë 38.8 (20-150 °√—¡) ºŸâªÉ«¬∑ÿ°√“¬
‰¥â√—∫°“√μ√«®«‘π‘®©—¬°àÕπºà“μ—¥μ“¡¡“μ√∞“π „π√–À«à“ß
°“√ºà“μ—¥æ∫«à“ ¡’√–¬–‡«≈“°“√ºà“μ—¥‡©≈’Ë¬∑’Ë 161.9+57 π“∑’
ºŸâªÉ«¬¡’Õ—μ√“°“√ Ÿ≠‡ ’¬‡≈◊Õ¥‡©≈’Ë¬∑’Ë 462.5+334.7 ́ ’́ ’ √–¬–
‡«≈“°“√„ à “¬¬“ß‡¢â“‰ª„π°√–‡æ“–ªí  “«–À≈—ßºà“μ—¥‡©≈’Ë¬
Õ¬Ÿà∑’Ë 9.6+4.5 «—π

√Ÿª∑’Ë 1  · ¥ß¿“æ«“¥‡§√◊ËÕß¡◊Õ Sittipornûs Sound

¥È“¡®—∫ ¬“« 5 ´.¡.
ÀË“ß®“°ª≈“¬∫π 8.5 ´.¡.

√Ÿ∑’Ëª≈“¬≈÷° 5 ¡.¡. ‡ âπºà“»Ÿπ¬å°≈“ß¢Õ∫„π¢π“¥ 4 ¡.¡.

§«“¡¬“«¢Õß‡§√◊ËÕß¡◊Õ 38.5 ´.¡.

‡§√◊ËÕß¡◊Õ∑”¥È«¬‚≈À– ·μπ‡≈ √Ÿª√Ë“ß°≈¡
¡’‡ ÈπºË“»Ÿπ¬Ï°≈“ß ¢Õ∫πÕ° 6 ¡.¡.
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„πºŸâªÉ«¬∑—ÈßÀ¡¥ 93 §π‰¥â√—∫°“√ºà“μ—¥ Extraperi-
toneal Laparoscopic Radical Prostatectomy ·≈–
Extrapertoneal Robotic Assisted Laparoscopic Radi-
cal Prostatectomy ‡ªìπ®”π«π 53 ·≈– 40 §π μ“¡≈”¥—∫
À“°»÷°…“·¬°°≈ÿà¡¥Ÿ„π√–À«à“ßºŸâªÉ«¬∑’Ë∑”ºà“μ—¥∑—Èß Õß°≈ÿà¡
π—Èπ æ∫«à“√–¬–‡«≈“°“√ºà“μ—¥‚¥¬‡©≈’Ë¬ Extrapertoneal
Robotic Assisted Laparoscopic Radical Prostatec-
tomy πâÕ¬°«à“√–¬–‡«≈“¢Õß°“√ºà“μ—¥‚¥¬‡©≈’Ë¬¢ÕßºŸâªÉ«¬
∑’Ë√—∫°“√ºà“μ—¥ Extraperitoneal Laparoscopic Radical
Prostatectomy Õ¬Ÿà∑’Ë 62 π“∑’ Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘
(pπâÕ¬°«à“ 0.05) πÕ°®“°π’È¬—ßæ∫«à“Õ—μ√“°“√ Ÿ≠‡ ’¬‡≈◊Õ¥
„πºŸâªÉ«¬∑’Ë∑”ºà“μ—¥ Extrapertoneal Robotic Assisted
Laparoscopic Radical Prostatectomy πâÕ¬°«à“√–¬–

‡«≈“¢Õß°“√ºà“μ—¥‚¥¬‡©≈’Ë¬¢ÕßºŸâªÉ«¬∑’Ë√—∫°“√ºà“μ—¥ Extra-
peritoneal Laparoscopic Radical Prostatectomy Õ¬Ÿà∑’Ë
209 ¡‘≈≈‘≈‘μ√ Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (p πâÕ¬°«à“ 0.05)
√–¬–‡«≈“°“√„ à “¬¬“ß„π°√–‡æ“–ªí  “«–¢Õß∑—Èß Õß
°≈ÿà¡π—Èπ¡’§à“‡©≈’Ë¬‡∑à“°—πÕ¬Ÿà∑’Ëª√–¡“≥ 9 «—π ¥—ß· ¥ß‰«â„π
μ“√“ß∑’Ë 1

º≈·∑√°´âÕπ®“°°“√ºà“μ—¥ æ∫«à“ºŸâªÉ«¬ 3 §π (3.22%)
¡’°“√√—Ë«¢Õß√Õ¬μàÕ∑’Ë∑àÕªí  “«– ·≈–°√–‡æ“–ªí  “«–
®”‡ªìπμâÕß„ à “¬¬“ß‰«âπ“π°«à“ª°μ‘ ®÷ß®– “¡“√∂‡Õ“ “¬
¬“ßÕÕ°‰¥â  ”À√—∫º≈·∑√°´âÕπÕ◊ËπÊ‰¥â· ¥ß‰«â„πμ“√“ß∑’Ë 2

º≈°“√μ√«®™‘Èπ‡π◊ÈÕ∑“ßÀâÕßªØ‘∫—μ‘°“√ æ∫«à“ºŸâªÉ«¬
93 §π æ∫«à“ 52.7% ‡ªìπ Organ Confined Disease „π
®”π«ππ’Èæ∫«à“ 23.9 % ¡’ Positive Surgical Margin

√Ÿª∑’Ë 2  · ¥ß¿“æ∂à“¬ Sittipornûs Sound

μ“√“ß∑’Ë 1 · ¥ßº≈°“√»÷°…“‡ª√’¬∫‡∑’¬∫°“√ºà“μ—¥ 2 ™π‘¥

Õ“¬ÿ (ªï)
PSA (ng/ml)
√–¬–‡«≈“°“√Õ¬Ÿà‚√ßæ¬“∫“≈ («—π)
πÈ”Àπ—°μàÕ¡≈Ÿ°À¡“° (°√—¡)
√–¬–‡«≈“ºà“μ—¥ (π“∑’)
®”π«π‡≈◊Õ¥∑’Ë‡ ’¬√–À«à“ßºà“μ—¥ (c.c)
√–¬–‡«≈“°“√„ à “¬ «πªí  “«– («—π)

P Value

0.6
0.7
0.1
0.07

< 0.05
< 0.05
0.7

Extraperitoneal
Laparoscopic

Radical Prostatectomy
(N=53)

67.3 + 7.8
24.2 + 50.5
8.4 + 3.9

47.5 + 26.4
190.0 + 52.2
611.9 + 383.1

9.9 + 4.6

Extrapertoneal Robotic
Assisted Laparoscopic
Radical Prostatectomy

(N=40)

68.0 + 7.6
28.1 + 51.3
7.2 + 2.4

39.3 + 14.5
127.9 + 40.0
402.5 + 245.0

9.5 + 4.9
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‡Õ° “√Õâ“ßÕ‘ß
1. Srinualnad S, Nualyong C, Udompunturak S, Kongsuwan W. Endoscopic Extraperitoneal Radical Prostatectomy (EERPE): A New

Approach for Treatment of Localized Prostate Cancer. J Med Assoc Thai 2006; 89(10): 1601-8.

2. Srinualnad S. Extraperitoneal Robotic Assisted Laparoscopic Radical Prostatectomy: The New Approach for Early Prostate Cancer.
Thai J Uro 2007; 28(1): 1-5.

3. Srinualnad S, Nualyong C. Nerve-Sparing Laparoscopic Radical Prostatectomy at Siriraj Hospital. J Med Assoc Thai 2007; 90(4):
730-6.

4. Srinualnad S, Udompunturak S. Extraperitoneal Laparoscopic Radical Prostatectomy: Early Experience in Thailand. Asian J Surg
2007; 30(4): 272-7.

5. Srinualnad S. Early Experience of Robotic Assisted Laparoscopic Radical Prostatectomy. J Med Assoc Thai 2008; 91(3): 377-81.

6. Srinualnad S.  Robotic Assisted Laparoscopic Radical Prostatectomy without Proctorship: Early Experience of the First Series in
Asia.  Thai J Surg 2008; 29(1): 1-5.

Õ¿‘ª√“¬º≈
°“√»÷°…“§√—Èßπ’È‡ªìπ°“√»÷°…“¢Õß°“√„™â‡§√◊ËÕß¡◊Õ„À¡à

∑’Ë¥—¥·ª≈ß¢÷Èπ ®“°‡§√◊ËÕß¡◊Õ‡°à“∑’Ë¡’Õ¬Ÿà‡Õß‚¥¬»—≈¬·æ∑¬åºŸâ∑”
°“√ºà“μ—¥ æ∫«à“∑”„Àâ°“√ºà“μ—¥π—Èπßà“¬¢÷Èπ ·≈–‰¡àæ∫«à“¡’
¿“«–·∑√°´âÕπ®“°°“√„™â‡§√◊ËÕß¡◊Õ¥—ß°≈à“« ‡™àπ °“√„ à
‡§√◊ËÕß¡◊Õ‰¡à‡¢â“ À√◊Õ°“√‰¥â√—∫∫“¥‡®Á∫®“°°“√„ à‡§√◊ËÕß¡◊Õ¢Õß
∑àÕªí  “«–·μàÕ¬à“ß„¥ æ∫«à“¡’°“√√—Ë«¢ÕßπÈ”ªí  “«–∫√‘‡«≥
√Õ¬μàÕ√–À«à“ß∑àÕªí  “«– ·≈–°√–‡æ“–ªí  “«–®”π«π
‰¡à¡“°π—° ¥—ß®–‡ÀÁπ‰¥â®“° ¡’ºŸâªÉ«¬ 3 √“¬®“° 93 √“¬ ‡∑à“π—Èπ
∑’Ë¡’°“√√—Ë«´÷¡¢Õß√Õ¬μàÕ√–À«à“ß∑àÕªí  “«– ·≈–°√–‡æ“–
ªí  “«–π“π°«à“ 7 «—π ´÷Ëß„π®”π«ππ’È¡’ 1 √“¬∑’Ëæ∫«à“ ∑àÕ
√–∫“¬‡≈◊Õ¥‡¢â“‰ªÕ¬Ÿà„π°√–‡æ“–ªí  “«–ºà“π∑“ß√Õ¬μàÕ

¢Õß∑àÕªí  “«– ·≈–°√–‡æ“–ªí  “«– ́ ÷ËßÀ≈—ß®“°‰¥â¡’°“√
∂Õ¬∑àÕ√–∫“¬‡≈◊Õ¥ÕÕ°¡“·≈â«‡ªìπ√–¬–‡«≈“Àπ÷Ëß √Õ¬√—Ë«
¥—ß°≈à“«°Á “¡“√∂ªî¥‡Õß‰¥â πÕ°®“°π’È ‰¡àæ∫«à“√–¬–‡«≈“¢Õß
°“√„ à “¬¬“ßπ“π¢÷Èπ°«à“°“√»÷°…“§√—Èß°àÕπ¢ÕßºŸâ‡¢’¬π∑’Ë
‡§¬√“¬ß“π„π‡√◊ËÕß¥—ß°≈à“«‰«â·≈â«·μàÕ¬à“ß„¥[1-6] ¥—ßπ—Èπ
®÷ß √ÿª‰¥â«à“  °“√„™â‡§√◊ËÕß¡◊Õ¥—ß°≈à“«™à«¬„π°“√ºà“μ—¥
Extraperitoneal Laparoscopic Radical Prostatectomy
·≈– Extrapertoneal Robotic Assisted Laparoscopic
Radical Prostatectomy πà“®–‡ªìπª√–‚¬™πå ”À√—∫
»—≈¬·æ∑¬å√ÿàπ„À¡à∑’Ë‡√’¬π√Ÿâ°“√ºà“μ—¥¥—ß°≈à“« ‚¥¬®– “¡“√∂
∑”„Àâ°“√ºà“μ—¥¥—ß°≈à“«ßà“¬¢÷Èπ ·≈–‰¥âº≈°“√ºà“μ—¥‡ªìπ∑’Ë
πà“æÕ„®

μ“√“ß∑’Ë 2 · ¥ßº≈·∑√°´âÕπ∑’Ë‡°‘¥¢÷Èπ®“°°“√ºà“μ—¥

º≈·∑√°´âÕπ∑’Ë‡°‘¥¢÷Èπ®“°°“√ºà“μ—¥

Õÿ∫—μ‘‡ÀμÿμàÕ∑àÕ‰μ
Õÿ∫—μ‘‡ÀμÿμàÕ INFERIOR EPIGASTRIC ARTERY
πÈ”ªí  “«–√—Ë«´÷¡√–À«à“ß√Õ¬μàÕ¢Õß∑àÕªí  “«– ·≈–°√–‡æ“–ªí  “«–
πÈ”‡À≈◊Õß√—Ë«´÷¡ ‡ªìπ‡«≈“π“π°«à“ 7 «—π
 “¬ «πªí  “«–À≈ÿ¥‡Õß°àÕπ 7 «—π
ªí  “«–‡ªìπ‡≈◊Õ¥À≈—ß‡Õ“ “¬ «πÕÕ°·≈â«
ªí  “«–‰¡àÕÕ°À≈—ß‡Õ“ “¬ «πÕÕ°

®”π«π

1 √“¬
1 √“¬
3 √“¬
2 √“¬
2 √“¬
1 √“¬
1 √“¬
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™π‘¥¢Õß∫∑§«“¡
1. π‘æπ∏åμâπ©∫—∫ (Original article)

§«√ª√–°Õ∫¥â«¬ à«π ”§—≠¥—ßπ’È
1.1 ∫∑§—¥¬àÕ (Abstract) ∑—Èß¿“…“‰∑¬·≈–¿“…“Õ—ß°ƒ… ª√–°Õ∫¥â«¬ à«πμà“ßÊ μàÕ‰ªπ’ÈÕ¬à“ß —ÈπÊ

«—μ∂ÿª√– ß§å
ºŸâªÉ«¬·≈–«‘∏’°“√√—°…“
º≈°“√»÷°…“
 √ÿª

1.2 ‡π◊ÈÕÀ“∫∑§«“¡ (Text) ª√–°Õ∫¥â«¬
∫∑π”
«—μ∂ÿª√– ß§å
ºŸâªÉ«¬·≈–«‘∏’°“√√—°…“
º≈°“√»÷°…“
«‘®“√≥å·≈–Õ¿‘ª√“¬
 √ÿª
‡Õ° “√Õâ“ßÕ‘ß

1.3 μ“√“ß·≈–§”Õ∏‘∫“¬ (Table & Explanatory notes)
1.4 √Ÿª·≈–§”Õ∏‘∫“¬ (Figures & Legends)

2. ∫∑§«“¡øóôπ«‘™“°“√ (Review article) °Õß∫√√≥“∏‘°“√¬‘π¥’√—∫∫∑§«“¡øóôπ«‘™“∑’Ë· ¥ß∂÷ß‡√◊ËÕß„¥‡√◊ËÕßÀπ÷Ëß ‚¥¬‡©æ“–∑’ËÕ¬Ÿà„π
§«“¡ π„®, ‡π◊ÈÕÀ“°√–™—∫ ·≈–°“√√—°…“∑’Ë‡ªìπ∑’Ë¬Õ¡√—∫°—π„πªí®®ÿ∫—π

3. √“¬ß“πºŸâªÉ«¬ (Case Report) ∑’Ëπà“ π„®À√◊Õ°“√§âπæ∫‚√§∑’Ë‰¡à‡§¬¡’ºŸâ√“¬ß“π¡“°àÕπ ∫∑§«“¡§«√· ¥ß∂÷ß≈—°…≥–‡¥àπ∑’Ë ”§—≠
¢ÕßºŸâªÉ«¬√“¬π—ÈπÊ Õ¬à“ß°√–™—∫

4. ®¥À¡“¬∂÷ß∫√√≥“∏‘°“√ °Õß∫√√≥“∏‘°“√¬‘π¥’μ’æ‘¡æå§”∂“¡, ¢âÕ«‘®“√≥å, §«“¡§‘¥‡ÀÁπ„¥Ê μàÕ∫∑§«“¡∑’Ëμ’æ‘¡æå„π«“√ “√¬Ÿ‚√„π
‡™‘ß √â“ß √√§å·≈–‡ªìπª√–‚¬™πå·°àºŸâÕà“π‚¥¬ à«π√«¡ §«“¡§‘¥‡ÀÁπ„π‡™‘ß¢—¥·¬âß§«√¡’·À≈àß‡Õ° “√Õâ“ßÕ‘ß π—∫ πÿπ ®–‡ªìπ∑’Ë¬Õ¡
√—∫¡“°°«à“Õâ“ßª√– ∫°“√≥å‡æ’¬ßÕ¬à“ß‡¥’¬«

5. ‡∑§π‘§°“√ºà“μ—¥ ∑’ËºŸâ‡¢’¬π§‘¥«à“®–¡’ª√–‚¬™πåμàÕ»—≈¬·æ∑¬å∑à“πÕ◊ËπÊ ·≈–‰¥â√—∫°“√μ‘¥μ“¡º≈°“√ºà“μ—¥‰ªÕ¬à“ßπâÕ¬√–¬–Àπ÷Ëß·≈â«
«à“‰¥âº≈‡ªìπ∑’Ëπà“æÕ„®

°“√‡μ√’¬¡μâπ©∫—∫ (Menuscript)
‡æ◊ËÕ„Àâ√Ÿª·∫∫¢Õß«“√ “√‡ªìπ‰ªμ“¡¡“μ√“∞“π “°≈∑’Ë¬Õ¡√—∫°—π∑—Ë«‰ª °Õß∫√√≥“∏‘°“√®÷ß‰¥âπ”¢âÕ°”Àπ¥ à«π„À≠à¢Õß Uni from

Requirements for Manuscripts Submitted to Biomedical Journals ´÷Ëß°”Àπ¥‚¥¬ International Committee of Medical Journal
Editors √“¬≈–‡Õ’¬¥ª√“°Ø„π«“√ “√À≈“¬·Ààß ‡™àπ Ann Intern Med 1997;126:36-47. ¡“„™â„π«“√ “√¬Ÿ‚√ ¥—ßπ’È

1. æ‘¡æå„πμâπ©∫—∫„π°√–¥“…æ‘¡æå¢π“¥ A4 (212 x 297 ¡¡.) „™âÕ—°…√ Angsana New 16 ‡«âπ¢Õ∫®“°∑ÿ°¥â“π‰¡àπâÕ¬°«à“ 25 ¡¡.
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2. Àπâ“™◊ËÕ‡√◊ËÕß (Title page) ∫∑§«“¡∑ÿ°™π‘¥μâÕß¡’Àπâ“™◊ËÕ‡√◊ËÕß‡ªìπÀπâ“·√°‡ ¡Õ ª√–°Õ∫¥â«¬ à«πμà“ßÊμ“¡≈”¥—∫¥—ßπ’È
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§”·π–π”„π°“√ àßμâπ©∫—∫
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°“√‡¢’¬π‡Õ° “√Õâ“ßÕ‘ß
„™â√–∫∫·«π§Ÿ‡«Õ√å (Vancouver style) „ àÀ¡“¬‡≈¢Õ“√∫‘§¢Õß‡Õ° “√‡√’¬ß≈”¥—∫μ“¡∑’Ëª√“°Ø„π‡π◊ÈÕÀ“°”°—∫‰«â¢â“ß∑â“¬¢Õß¢âÕ§«“¡

∑’ËÕâ“ßÕ‘ß‚¥¬„ à«ß‡≈Á∫ªï°°“  ”À√—∫™◊ËÕ¬àÕ¢Õß«“√ “√„Àâ„™âÕ—°…√¬àÕμ“¡ Index Medicus

μ—«Õ¬à“ß°“√‡¢’¬π‡Õ° “√Õâ“ßÕ‘ß
1. «“√ “√μà“ßª√–‡∑» „ à™◊ËÕºŸâ·μàß∑—ÈßÀ¡¥∂â“¡’‰¡à‡°‘π 6 ∑à“π, °√≥’¡’μ—Èß·μà 7 ∑à“π„Àâ„ à™◊ËÕ 6 §π·√° μ“¡¥â«¬ et al. Duffy PG.

Ransley PG. Endoscopic treatment of urinary incontinence in children with primary epispadias. Br J Urol 1998; 81:
309-11.
„π°√≥’∑’ËºŸâ·μàß‡ªìπ§≥–°√√¡°“√, °≈ÿà¡ À√◊Õ ∂“∫—π
Report of the International Reflux Study Committee. Medical versus surgical treatment of primay vesicouretral
reflex. Pediatrics 1981;67:392-400.

2. «“√ “√¿“…“‰∑¬ „™â·∫∫‡¥’¬«°—∫«“√ “√μà“ßª√–‡∑» ·μà‡¢’¬π™◊ËÕμ—«°àÕπμ“¡¥â«¬™◊ËÕ °ÿ≈ ·≈–„™âªï æ.». ·∑π §».
æ‘™—¬ »ÿ®‘®—π∑√√—μπå °“√√—°…“À≈—ß§≈Õ¥‡¥Á°∑’Ëμ√«®æ∫‰μ∫«¡πÈ”μ—Èß·μà„π§√√¿å  “√»‘√‘√“™ 2542; 51: 98-103.

3. Àπ—ß ◊ÕÀ√◊Õμ”√“ª√–°Õ∫¥â«¬

 ™◊ËÕºŸâ·μàß (À√◊Õ∫√√≥“∏‘°“√) ™◊ËÕÀπ—ß ◊Õ, æ‘¡æå§√—Èß∑’Ë, ‡¡◊Õß∑’Ëæ‘¡æå :  ”π—°æ‘¡æå : ªï∑’Ëæ‘¡æå

 Mostofi JFR, SesterhennlA, Sobin LH. International Histological Classification of Prostate Tumours. Geneva;
 WHO; 1980 ∂â“Õâ“ßÕ‘ß‡©æ“–∫∑„¥∫∑Àπ÷Ëß„πÀπ—ß ◊ÕÀ√◊Õμ”√“

™◊ËÕºŸâ·μàß, ™◊ËÕ∫∑∑’ËÕâ“ßÕ‘ß, „π (In) : ™◊ËÕ∫√√≥“∏‘°“√, ™◊ËÕÀπ—ß ◊Õ, §√—Èß∑’Ëæ‘¡æå, ‡¡◊Õß∑’Ëæ‘¡æå :  ”π—°æ‘¡æå, ªï∑’Ëæ‘¡æå: Àπâ“¢Õß∫∑Õâ“ßÕ‘ß

Gulmi FA, Felsen D, Vaughan ED. Pathophysiology of urinary tract obstruction In: Walsh PC, Retik AB, Vaughan ED,
editors. Cambellûs Urology 7th ed. Philadelphia: WB Saunders; 1998. p.342-85.

μ“√“ß
μâÕßæ‘¡æå„πÀπâ“·¬°μà“ßÀ“° Àπ÷ËßÀπâ“μàÕÀπ÷Ëßμ“√“ß ¡’À¡“¬‡≈¢μ“√“ß°”°—∫æ√âÕ¡§”Õ∏‘∫“¬μ“√“ß —ÈπÊ ∑’Ë à«π∫π¢Õßμ“√“ß  à«π§”

Õ∏‘∫“¬‡æ‘Ë¡‡μ‘¡„π·μà≈– à«π¢Õßμ“√“ß§«√‡√’¬ßμ“¡≈”¥—∫„ à‰«â∑’Ë‡™‘ßÕ√√∂μàÕ∑â“¬¥â“π≈à“ß¢Õßμ“√“ß ‚¥¬¡’‡§√◊ËÕßÀ¡“¬μàÕ‰ªπ’È *, †, §, ç, π, **,
etc. °”°—∫·μà≈– à«π¢Õßμ“√“ß∑’ËμâÕß°“√Õ∏‘∫“¬‡æ‘Ë¡‡μ‘¡ ∑ÿ°μ“√“ßμâÕß¡’°“√°≈à“«∂÷ß„π‡π◊ÈÕÀ“∫∑§«“¡

√Ÿª¿“æ
- √Ÿª¿“æ∑’Ë‡¢’¬π¥â«¬¡◊Õ„Àâ„™â ’¥”∫π°√–¥“πÕ“√åμ À√◊Õ°√–¥“π¢“«Àπ“·≈–‡ âπÀπ“°«à“ª°μ‘‡≈Á°πâÕ¬ ‡æ◊ËÕ§«“¡™—¥‡®π„π°“√μ’æ‘¡æå
-  à«π√Ÿª∂à“¬„™â¿“æ ’¢“«¥” ¢π“¥‚ª °“√å¥ Õ“®μ‘¥√Ÿª≈Ÿ°»√ ™’È®ÿ¥∑’Ë ”§—≠, Àâ“¡‡¢’¬π≈ß∫π¿“æ
- ‡¢’¬πÀ¡“¬‡≈¢¿“æ·μà≈–¿“æ, ™◊ËÕºŸâª√–æ—π∏å ·≈–™’Èμ”·Àπàß∫π¢«“¢Õß¿“æ∫π°√–¥“…°“« (lable) μ‘¥‰«âÀ≈—ß¿“æ∑ÿ°¿“æ ‰¡à§«√

„™âª“°°“‡¢’¬π∫πÀ≈—ß¿“æ‚¥¬μ√ß
- §”Õ∏‘∫“¬·μà≈–¿“æ„Àâæ‘¡æå·¬°∫π°√–¥“… A4 μàÕ∑â“¬‡π◊ÈÕÀ“∫∑§«“¡·≈–μ“√“ß
- √Ÿª histopathology μâÕß„™â¿“æ∂à“¬¢π“¥‚ª °“√å¥‡æ◊ËÕ§«“¡™—¥‡®π„π°“√μ’æ‘¡æå

§”¬àÕ·≈–Àπà«¬«—¥
- „™â§”¬àÕ∑’Ë‡ªìπ “°≈ ‰¡à§«√„™â§”¬àÕ„π™◊ËÕ‡√◊ËÕß (Title) ·≈–∫∑§—¥¬àÕ ”À√—∫μ—«∫∑§«“¡∑’Ë„™â§”¬àÕ, μâÕß‡¢’¬π§”‡μÁ¡°”°—∫‡¡◊ËÕ°≈à“«

∂÷ß§√—Èß·√°
- §«“¡¬“«, §«“¡ Ÿß, πÈ”Àπ—°·≈–ª√‘¡“μ√ „Àâ„™âÀπà«¬‡¡μ√‘° (‡¡μ√, °‘‚≈°√—¡, ·≈–≈‘μ√) ·≈–∑»π‘¬¡‡æ’¬ß 2 μ”·Àπàß (decimalpoint)
- Õÿ≥À¿Ÿ¡‘‡ªìπÕß»“‡´≈‡´’¬  (oC)
- §«“¡¥—π‚≈À‘μ‡ªìπ¡‘≈≈‘‡¡μ√ª√Õ∑ (mm Hg)
- º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‚≈À‘μ«‘∑¬“·≈–‡§¡’ „Àâ„™â International System of Units (SI)

°“√ àßμâπ©∫—∫
 àßμâπ©∫—∫∑’Ëæ‘¡æå·≈–μ√«®∑“π‡√’¬∫√âÕ¬·≈â« 2 ©∫—∫ ·≈–√Ÿª¿“ææ√âÕ¡ Diskette À√◊Õ CD ∑’Ëæ‘¡æå¥â«¬‚ª√·°√¡ MS Word 97 ∑“ß

‰ª√…≥’¬å≈ß∑–‡∫’¬π‰ª¬—ß
√».πæ. ‘∑∏‘æ√ »√’π«≈π—¥
μ÷° ¬“¡‘π∑√å ™—Èπ 12 Àπà«¬»—≈¬»“ μ√å∑“ß‡¥‘πªí  “«–
¿“§«‘™“»—≈¬»“ μ√å §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈
∫“ß°Õ°πâÕ¬ °√ÿß‡∑æ 10700
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