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Back ground : H. pylori is a major cause of gastritis & peptic ulcer disease (PUD) and has been
implicated in development of gastric malignancy. The prevalence of H. Pylori, a
worldwide infection, varies greatly among countries, population groups &
environment. H. pylori are highly prevalence in the developing country.

Objective : To studied the incidence of H. pylori infection among chronic dyspepsia
patients in Prapokkao hospital and report H. pylori associated with different
histopathology and upper gastrointestinal endoscopy (UGIE) findings

Methods : A prospective study was perform in devision of Gastroenterology and Hepatology,
Prapokklao hospital since july 1999 to october 2007. Seven hundred and twenty
four chronic dyspepsia patients (300 male, 424 female, mean age 51.0 years SD
=17.27) consecutively underwent upper gastro intestinal endoscopy. Multiple
gastric antral biopsy samples were taken from all patients for Rapid urease test
and histologic examination (97.2 percent satisfactory samples), patients were
considered H. pylori infection if any or both test were positive.

Result : Two hundred and forty patients of 724 chronic dyspepsia patients (33.1 percent)
were H. pylori-infected. H. pylori positivity was significantly more frequent in
patient with peptic ulcer disease (PUD) than in those with non ulcer dyspepsia
(NUD) (p=0.02) The frequency of H. pylori infection among those with endoscopic
diagnosis of gastritis, gastric ulcer, duodenal ulcer, gastric tumor and normal
study was 28.4 percent (82/289), 40.5 percent (30/74), 50 percent (9/18), 12.5
percent (1/8) and 36 percent (80/222) respectively. H. pylori positivity was
associated with chronic nonspecific gastritis and chronic active gastritis histology
were 30.6 percent (152/497) and 90.1 percent (73/81) respectively (p<0.001)

Conclusion : The prevalence of H. pylori infection with chronic dyspepsia patients was still high
and had correlation to GU.,DU.,PUD and histologic changed especially chronic
active gastritis.

‡√◊ÈÕ√—ß ‚√ßæ¬“∫“≈æ√–ª°‡°≈â“ ®—ßÀ«—¥®—π∑∫ÿ√’
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∫∑π”
Helicobacter pylori (H. pylori) ‡ªìπ‡™◊ÈÕ

·∫§∑’‡√’¬∑’Ëæ∫„π °√–‡æ“–Õ“À“√ ‡ªìπ “‡Àµÿ À√◊Õ

 “‡Àµÿ√à«¡ „π°“√∑”„Àâ‡°‘¥°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢Õß‡¬◊ËÕ∫ÿ

°√–‡æ“–Õ“À“√ ∑”„Àâ‡°‘¥°“√Õ—°‡ ∫¢Õß°√–‡æ“–Õ“À“√

(Gastritis) ·º≈„π°√–‡æ“–Õ“À“√ (Gastric ulcer, GU.);

·º≈„π≈”‰ â‡≈Á° à«πµâπ (Duodenal ulcer, DU.) ·≈–

¡–‡√Áß„π°√–‡æ“–Õ“À“√ (Gastric carcinoma)1-4 ¡’°“√

µ‘¥‡™◊ÈÕ·æ√à√–∫“¥‰ª∑—Ë«‚≈°·µ°µà“ß°—π‰ªµ“¡°≈ÿà¡§π

‡™◊ÈÕ™“µ‘ ·≈– ‘Ëß·«¥≈âÕ¡5 ·≈–¡’§«“¡∂’Ë¢Õß°“√µ‘¥‡™◊ÈÕ

 Ÿß„πª√–™“™π°≈ÿà¡ª√–‡∑»°”≈—ßæ—≤π“ „πª√–‡∑»

‰∑¬æ∫«à“¡’°“√µ‘¥‡™◊ÈÕ„πºŸâªÉ«¬ D.U √âÕ¬≈– 66 GU

√âÕ¬≈– 55 ·≈–ª«¥∑âÕß ‡√◊ÈÕ√—ß‰¡à¡’·º≈√âÕ¬≈– 446 ·≈–

¡’§«“¡ —¡æ—π∏å°—∫ ¡–‡√Áß°√–‡æ“–Õ“À“√√âÕ¬≈– 687 „π

‚√ßæ¬“∫“≈æ√–ª°‡°≈â“¡’ºŸ âª É«¬¡“√—∫∫√‘°“√¥â«¬

Õ“°“√ª«¥∑âÕß‡√◊ÈÕ√—ß (Chronic dyspepsia) ‡ªìπ

®”π«π¡“°„π·µà≈–«—π ·µà¬—ß‰¡à¡’¢âÕ¡Ÿ≈æ◊Èπ∞“π‡°’Ë¬«°—∫

º≈°“√«‘®—¬ °“√µ√«®¥â«¬°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√

 à«πµâπ (Upper gastroenterology, UGIE) æ¬“∏‘

 ¿“æ¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“– Õ“À“√ ·≈–¿“«–µ‘¥‡™◊ÈÕ H.

Pylori

«—µ∂ÿª√– ß§å°“√«‘®—¬
‡æ◊ËÕ»÷°…“À“Õÿ∫—µ‘°“√≥å¢Õß°“√µ‘¥‡™◊ÈÕ H. pylori

„πºŸâªÉ«¬ª«¥∑âÕß‡√◊ÈÕ√—ß (Chronic dyspepsia) ®”·π°

µ“¡ ‡æ» Õ“¬ÿ º≈°“√«‘π‘®©—¬‚√§®“°°“√µ√«®¥â«¬

°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπ (Endoscopic finding)

æ¬“∏‘ ¿“æ¢Õß‡π◊ÈÕ‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ (Histopatho-

logy) ·≈–À“§«“¡ —¡æ—π∏å√–À«à“ß°“√µ‘¥‡™◊ÈÕ¥—ß°≈à“« °—∫

µ—«·ª√ (variable) µà“ß Ê ¢â“ßµâπ

√Ÿª·∫∫°“√«‘®—¬ Prospective descriptive study

ª√–™“°√‡ªÑ“À¡“¬ ºŸâªÉ«¬∑ÿ°√“¬∑’Ë¡“√—∫°“√

√—°…“∑’Ë·ºπ°ºŸâªÉ«¬πÕ°·≈–ºŸâªÉ«¬„π°≈ÿà¡ß“π Õ“¬ÿ√°√√¡

‚√ßæ¬“∫“≈æ√–ª°‡°≈â“ ®—ßÀ«—¥®—π∑∫ÿ√’ µ—Èß·µà°√°Æ“§¡

æ.». 2542 ®π∂÷ßµÿ≈“§¡ æ.».2550

«‘∏’°“√»÷°…“ ºŸâªÉ«¬∑ÿ°√“¬∑’Ë¡’Õ“°“√ª«¥∑âÕß

‡√◊ÈÕ√—ß (Chronic dyspepsia) ®–‰¥â√—∫°“√´—°ª√–«—µ‘

µ√«®√à“ß°“¬ ·≈– °“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√‡∫◊ÈÕßµâπ

‡æ◊ËÕ·¬° ¿“«–¥’´à“π(Jaundice) ‚√§µ—∫ ∂ÿßπÌÈ“¥’ ·≈–

∑“ß‡¥‘ππÌÈ“¥’ (Hepatobiliary tract disease) ÕÕ°®“°

°“√»÷°…“ À≈—ß®“°π—ÈπºŸâªÉ«¬∑ÿ°√“¬®–‰¥â√—∫°“√µ√«®

¥â«¬°≈âÕß àÕßµ√«®√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπ (UGIE)

‡æ◊ËÕ«‘π‘®©—¬‚√§ ·≈– µ—¥™‘Èπ‡π◊ÈÕ®Ì“π«π 2-3 ™‘Èπ‡æ◊ËÕ

µ√«®À“‡™◊ÈÕ H. pylori ¥â«¬«‘∏’ Rapid urease test ·≈–

µ√«®À“æ¬“∏‘ ¿“æ ·≈– ¬âÕ¡ ’ Giemsa strain ‡æ◊ËÕ

À“‡™◊ÈÕ H. pylori

«‘∏’°“√µ√«®À“‡™◊ÈÕ H. pylori „™â«‘∏’ Rapid

Urease test ·≈–°“√¬âÕ¡™‘Èπ‡π◊ÈÕ¥â«¬«‘∏’ Giemsa strain

°“√·ª√º≈«à“¡’°“√µ‘¥‡™◊ÈÕ H. pylori ‡¡◊ËÕ °“√µ√«®∑—Èß

 ÕßÕ¬à“ß„Àâº≈∫«° À√◊ÕÕ¬à“ß„¥Õ¬à“ßÀπ÷Ëß„Àâº≈‡ªìπ∫«°

°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈·≈– ∂‘µ‘∑’Ë„™â „™â‚ª√·°√¡ ”‡√Á®√Ÿª

∑“ß ∂‘µ‘„π°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈· ¥ßº≈ ‡ªìπ√âÕ¬≈– §à“

‡©≈’Ë¬ (Mean), SD ‡¡◊ËÕ¢âÕ¡Ÿ≈‡ªìπ continuous variable

·≈–°“√‡ª√’¬∫‡∑’¬∫§«“¡·µ°µà“ß√–À«à“ß¢âÕ¡Ÿ≈ Õß

°≈ÿà¡„™â chi-square ‚¥¬∂◊Õ«à“¡’π—¬ ”§—≠∑“ß ∂‘µ‡¡◊ËÕ

P < 0.05

º≈°“√»÷°…“
ºŸâªÉ«¬ª«¥∑âÕß‡√◊ÈÕ√—ß (Chronic dyspepsia)

ºà“π°“√§—¥°√Õß 742 √“¬ ‰¥â√—∫°“√µ√«®«‘π‘®©—¬¥â«¬

°≈âÕß àÕß√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπ (UGIE) ·≈–

µ—¥™‘Èπ‡π◊ÈÕ§√∫∂â«π 724 √“¬ ·≈–¡’™‘Èπ‡π◊ÈÕ∑’Ë¡’§ÿ≥¿“æ

®Ì“π«π 704 √“¬ „π°“√»÷°…“π’Èæ∫«à“¡’ºŸâªÉ«¬‡æ»™“¬

300 (√âÕ¬≈– 41.4) ‡æ»À≠‘ß 424 (√âÕ¬≈– 58.6 ) Õ“¬ÿ

µ—Èß·µà 11-98 ªï ( ‡©≈’Ë¬ 51 ± 17.27) ‚¥¬¡’®”π«πºŸâªÉ«¬

Õ“¬ÿ√–À«à“ß 21-40, 41-60 ·≈– ¡“°°«à“ 60 ªï ‡∑à“°—∫

214 (√âÕ¬≈– 29.5), 269 (√âÕ¬≈– 37.1) ·≈– 228 (√âÕ¬≈–

31.3) µ“¡≈”¥—∫

º≈°“√µ√«®«‘π‘®©—¬¥â«¬°≈âÕß àÕßµ√«®√–∫∫

∑“ß‡¥‘πÕ“À“√ à«πµâπ (µ“√“ß∑’Ë 1) º≈µ√«®ª°µ‘ (Normal

study) 224 √“¬ (√âÕ¬≈– 30.2) °√–‡æ“–Õ“À“√

Õ—°‡ ∫ (Gastritis) 296 √“¬ (√âÕ¬≈– 39.9) ·º≈
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µ“√“ß∑’Ë 1 · ¥ßº≈°“√µ√«®¥â«¬°“√ àÕß°≈âÕß√–∫∫

∑“ß‡¥‘πÕ“À“√ à«πµâπ

°“√«‘π‘®©—¬ N √âÕ¬≈–

Normal study 224 30.2

Esophagitis 30 4.0

Esophageal ulcer 4 0.5

Esophageal varix 5 0.7

CA Esophogus 3 0.4

Gastritis 296 39.9

Gastric ulce 74 10.0

Gastric Varix 4 0.5

Hemorrhagic Gastritis 53 7.1

CA stomach 8 1.1

Gastric Erosion 3 0.4

Gastric hernia 4 0.5

Gastric polyp 1 0.1

Duodenitis 11 1.5

Duodenal Ulcer 18 2.4

Duodenal Diverticulum 3 0.4

Other 1 0.1

Total 742 100

°√–‡æ“–Õ“À“√ (GU.) 74 √“¬ (√âÕ¬≈– 10) ·º≈

≈”‰ â‡≈Á° à«πµâπ (DU) 18 √“¬ (√âÕ¬≈– 2.4) ·≈–

¡–‡√Áß°√–‡æ“–Õ“À“√ (CA. Stomach) 8 √“¬ (√âÕ¬≈–

1.1) πÕ°®“°π’È¬—ßæ∫À≈Õ¥Õ“À“√Õ—°‡ ∫ (Esophagitis)

·≈–·º≈À≈Õ¥Õ“À“√(Esophageal ulcer) ´÷Ëß‡ªìπº≈

®“°¿“«–°√¥‰À≈¬âÕπ (Gastroesophageal Reflux

Disease, GERD.)‡∑à“°—∫ 30 (√âÕ¬≈– 4) ·≈– 4 (√âÕ¬≈–

0.5) ¿“«–∑’Ëæ∫‰¥âπâÕ¬ ‡™àπ Gastric hernia 4 (√âÕ¬≈–

0.5) ·≈–Duodenal diverticulum 3 (√âÕ¬≈– 0.4)

ºŸâªÉ«¬ª«¥∑âÕß‡√◊ÈÕ√—ß(Chronic dyspepsia)

724 √“¬ µ‘¥‡™◊ÈÕ H. pylori 240 √“¬ (√âÕ¬≈– 33.1)

µ“√“ß∑’Ë 2 · ¥ß®”π«π·≈– —¥ à«πºŸâªÉ«¬·≈–°“√µ‘¥‡™◊ÈÕ

H. pylori

N √âÕ¬≈– p-value

ºŸâªÉ«¬∑—ÈßÀ¡¥ 240/724 33.1

Õ“¬ÿ

≤ 20 1/13 7.7

21 - 40 79/214 36.9

41 - 60 98/269 36.4

> 60 62/228 27.2 0.02*
‡æ»

™“¬ 111/300 37

À≠‘ß 129/424 30

º≈°“√µ√«®¥â«¬°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πµâπ

PUD *** 39/92 42.4 0.02**
NUD **** 120/402 29.9 0.02**
Tumor 1/8 12.5

* p-value < 0.021 √–À«à“ßÕ“¬ÿ¡“°°«à“ 60 ·≈–
πâÕ¬°«à“ 60 ªï

** p-value < 0.02 √–À«à“ßÕ“¬ÿ PUD & NUD

*** PUD = Peptic ulcer disease

**** NUD = Non ulcer Dyspepsia

(µ“√“ß∑’Ë 2) ºŸâªÉ«¬¡’·º≈„π°√–‡æ“–Õ“À“√·≈– ”‰ â

‡≈Á° à«πµâπ (GU.+DU., PUD ) 92 √“¬ æ∫¡’°“√µ‘¥‡™◊ÈÕ

39 √“¬ (√âÕ¬≈– 42.4) ºŸâªÉ«¬∑’Ë ‰¡à¡’·º≈„π°√–‡æ“–

Õ“À“√ (NUD) æ∫°“√µ‘¥‡™◊ÈÕ 120 „π 402 √“¬ (√âÕ¬≈–

29.9) ·≈–æ∫«à“ ºŸâªÉ«¬¡’·º≈¡’°“√µ‘¥‡™◊ÈÕ¡“°°«à“ ºŸâ

ªÉ«¬∑’Ë ‰¡à¡’·º≈Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘µ‘ (p-value = 0.02)

‡æ»™“¬¡’°“√µ‘¥‡™◊ÈÕ H. pylori ¡“°°«à“

‡æ»À≠‘ß ‚¥¬‡æ»™“¬µ‘¥‡™◊ÈÕ√âÕ¬≈– 37 ‡æ»À≠‘ßµ‘¥

‡™◊ÈÕ√âÕ¬≈– 30 ·µà ‰¡à¡’§«“¡·µ°µà“ß∑“ß ∂‘µ‘ (p-value

= 0.06)
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 —¥ à«π ·º≈„π°√–‡æ“–Õ“À“√ (GU) : ·º≈

„π≈”‰ â‡≈Á° à«πµâπ‡∑à“°—∫ 4.1 µàÕ 1(74/18)

º≈°“√µ√«®™‘Èπ‡π◊ÈÕ æ∫«à“Õ¬Ÿà„π‡°≥±åª°µ‘ 86

√“¬ (√âÕ¬≈– 12.2) (µ“√“ß∑’Ë 3) Õ—°‡ ∫‡√◊ÈÕ√—ß‰¡à‡©æ“–

(Chronic nonspecific gastritis) 498 √“¬ (√âÕ¬≈–

70.7) Õ—°‡ ∫‡√◊ÈÕ√—ß√ÿπ·√ß (Chronic active gastritis)

82 √“¬ (√âÕ¬≈– 11.6) ·≈–¡–‡√Áß°√–‡æ“–Õ“À“√

(Adenocarcinoma) 8 √“¬ (√âÕ¬≈– 1.1) ·≈–§«“¡

 —¡æ—π∏å√–À«à“ßº≈°“√«‘π‘®©—¬¥â«¬°≈âÕßµ√«®√–∫∫∑“ß

‡¥‘πÕ“À“√ à«πµâπ°—∫º≈°“√µ√«®∑“ßæ¬“∏‘«‘∑¬“¡’

√“¬≈–‡Õ’¬¥¥—ß· ¥ß„πµ“√“ß∑’Ë 4

µ“√“ß∑’Ë 3 · ¥ß≈—°…≥–¢Õßæ¬“∏‘ ¿“æ¢Õß™‘Èπ‡π◊ÈÕ®“°

‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ (N = 704)

N √âÕ¬≈–

Normal Histology 86 12.2

Chronic nonspecific Gastritis 498 70.7

Chronic active Gastritis 82 11.6

Atrophic Gastritis 4 0.6

Intestinal metaplasia 9 1.3

Adenocarcinoma 8 1.1

Lymphoma 1 0.1

Erosion 3 0.4

Acute Hemorrhagic gastritis 13 1.8

Total 704 100

µ“√“ß∑’Ë 4 §«“¡ —¡æ—π∏å√–À«à“ßº≈°“√µ√«®¥â«¬°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πµâπ ·≈–º≈°“√µ√«®∑“ßræ¬“∏‘«‘∑¬“

º≈°“√µ√«®¥â«¬°≈âÕß                          º≈°“√µ√«®∑“ßæ¬“∏‘«‘∑¬“      Total

∑“ß‡¥‘πÕ“À“√ à«πµâπ

Nor CNG CAG A.G I.M. A.C. Lym Eros AHG In. sect.

Normal 38 150 24 1 3 1 1 6 224

Esophagitis 5 19 3 1 1 1 30

E. ulcer 1 2 1 4

E. varix 3 1 1 5

E.carcinoma 1 1 1 3

Gastritis 23 209 31 3 4 6 20 296

G. ulcer 5 56 10 1 2 74

G. Varix 4 4

G. hemorrhage 7 28 10 6 2 53

G. cancer 7 1 8

G. erosion 3 3

G. hernia 1 3 4

G. polyp 1 1
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µ“√“ß∑’Ë 4 (µàÕ)

º≈°“√µ√«®¥â«¬°≈âÕß                          º≈°“√µ√«®∑“ßæ¬“∏‘«‘∑¬“               Total

∑“ß‡¥‘πÕ“À“√ à«πµâπ

Nor CNG CAG A.G I.M. A.C. Lym Eros AHG In. sect.

Duodenitis 3 8 11

D. ulcer 15 2 1 18

D. diverticulum 2 1 3

Other 1 1

Total 86 498 82 4 9 8 1 3 13 38 742

* Nor.=Normal, CNG=Chronic nonspecific gastritis, CAG=Chronic active gastritis,

AG=Atrophic gastritis, IM=Intestinal metaplasia, AC=Adenocarcinoma, Lymp=Lymphoma,

Eros=Erosion, AHG=Acute hemorrhage gastritis, In.sect=Inadequated section

°“√µ‘¥‡™◊ÈÕ H. pylori °—∫°“√«‘π‘®©—¬¥â«¬

°≈âÕß àÕßµ√«®√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπæ∫º≈µ√«®

ª°µ‘ (Normal study) 80 /222 √“¬ (√âÕ¬≈– 36)

(µ“√“ß∑’ Ë 5)  à«π„π°≈ÿ à¡°√–‡æ“–Õ“À“√Õ—°‡ ∫

(Gastritis), ·º≈„π°√–‡æ“– (G.U) ·º≈„π≈”‰ â‡≈Á°

 à«πµâπ(DU.) ·≈–¡–‡√Áß°√–‡æ“–Õ“À“√ (Gastric tumor)

æ∫√âÕ¬≈– 28.4, 40.5, 50, ·≈– 12.5 µ“¡≈”¥—∫ ·≈–

Õ—µ√“°“√µ‘¥‡™◊ÈÕ„π GU, DU ¡’§«“¡·µ°µà“ß®“°ºŸâªÉ«¬

Gastritis Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘µ‘ (p-value = 0.02)

µ“√“ß∑’Ë 5 · ¥ß§«“¡ —¡æ—π∏å°“√µ‘¥‡™◊ÈÕ H.pylori µàÕº≈°“√µ√«®¥â«¬°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπ

                                                                    °“√µ‘¥‡™◊ÈÕ H. Pylori

          °“√«‘π‘®©—¬ º≈≈∫ º≈∫«° √«¡ p-value

(√âÕ¬≈–) (√âÕ¬≈–)

º≈°“√µ√«®¥â«¬°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√ à«πµâπ

Normal 142 (64) 80 (36) 222

Gastritis 207 (71.6) 82 (28.4) 289 0.02

Gastric Ulcer 44 (59.5) 30 (40.5) 74 0.02

Duodenal Ulcer 9 (50 ) 9 (50) 18

Gastric tumor 7 (81.5) 1 (12.5) 8
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µ“√“ß∑’Ë 6 · ¥ß§«“¡ —¡æ—π∏å°“√µ‘¥‡™◊ÈÕ H. pylori µàÕº≈°“√µ√«®∑“ß™‘Èπ‡π◊ÈÕ

                                                                    °“√µ‘¥‡™◊ÈÕ H. Pylori

          °“√«‘π‘®©—¬ º≈≈∫ º≈∫«° √«¡ p-value

(√âÕ¬≈–) (√âÕ¬≈–)

º≈°“√µ√«®™‘Èπ‡π◊ÈÕ°√–‡æ“–Õ“À“√

Normal mucosa 82 4 (4.7) 86

Chronic nonspecific gastritis 345 (69.4) 152 (30.6) 497 < 0.001

Chronic active gastritis 8 (9.9) 73 (90.1) 81 < 0.001

Int. Metaplasia / Adenocarcinoma / lymphoma

Atrophic gastritis 16 (72.7) 6 (27.3) 22

™‘Èπ‡π◊ÈÕ∑’Ëª°µ‘¡’°“√µ‘¥‡™◊ÈÕ‡æ’¬ß√âÕ¬≈– 4.7

(µ“√“ß∑’Ë 6) ‡∑’¬∫°—∫ Chronic nonspecific gastritis,

Chronic active gastritis, °≈ÿà¡ Intestinal metaplasia,

Atrophic gastritis, Adenocarcinoma ‡∑à“°—∫ √âÕ¬≈–

30.6, 90.1 ·≈– 27.3 µ“¡≈”¥—∫ (p < 0.001) ·≈–

„π°≈ÿà¡ Chronic active gastritis ¡’°“√µ‘¥‡™◊ÈÕ Ÿß ÿ¥

·≈– Ÿß°«à“ Chronic nonspecific gastritis Õ¬à“ß¡’π—¬

 ”§—≠ (p < 0.001)

∫∑«‘®“√≥å
„πª√–‡∑»∑’Ë°”≈—ßæ—≤π“°“√µ‘¥‡™◊ÈÕ H. pylori

¡’§«“¡ ”§—≠ ·≈– ∑â“∑“¬µàÕß“π “∏“√≥ ÿ¢ „π

ª√–‡∑»‰∑¬°“√»÷°…“°àÕπÀπâ“π’ Èæ∫¡’°“√µ‘¥‡™◊ ÈÕ

ª√–¡“≥√âÕ¬≈– 63.3 ·¬°‡ªìπ GU √âÕ¬≈– 55, DU

√âÕ¬≈– 66 ·≈– NUD √âÕ¬≈– 446 ÷́Ëß‡ªìπÕ—µ√“µ‘¥‡™◊ÈÕ∑’Ë

 Ÿß°«à“°“√»÷°…“π’È ∑—Èßπ’ÈÕ“®‡ªìπº≈®“°§«“¡·µ°µà“ß

¢Õß™à«ß‡«≈“°“√»÷°…“ ·≈–°≈ÿà¡ª√–™“°√∑’Ë∑”°“√»÷°…“

Õ’°∑— Èß¡’°“√„™â¬“ªÆ‘™’«π–Õ¬à“ßÕ‘ √–„πª√–‡∑»‰∑¬

·≈–°“√√—°…“‡™◊ÈÕ H.pylori ∑’Ë¡’ª√– ‘∑∏‘¿“æ∑”„Àâ

Õ—µ√“°“√µ‘¥‡™◊ÈÕ≈¥≈ß2,8

„π°“√»÷°…“§√— Èßπ’ Èæ∫«à“ºŸ âªÉ«¬‡ªìπ·º≈„π

°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«πµâπ (PUD,GU+DU)

¡’ —¥ à«π≈¥≈ß°«à“°“√»÷°…“‡¥‘¡ ·≈–¡’ —¥ à«π¢Õß GU.

¡“°°«à“ DU. ·µ°µà“ß®“°°“√»÷°…“Õ◊Ëπ Ê ∑—Èßπ’ÈÕ“®

‡ªìπº≈®“°°“√∑’ËºŸâªÉ«¬‰¥â√—∫°“√√—°…“¡“°àÕπ®–¡“æ∫

·æ∑¬å ·≈–¡’°“√„™â¬“≈¥°√¥∑’Ë¡’ª√– ‘∑∏‘¿“æ Ÿß ‡™àπ

Proton pump inhibitor (PPI) Õ¬à“ßÕ‘ √– ®÷ß¡’º≈µàÕ

°“√µ√«® Rapid urease test ∑’Ë®–„Àâº≈‡ªìπ≈∫‡∑’¬¡

(False negative) ·≈–°“√À“¬¢Õß·º≈°√–‡æ“–Õ“À“√

(GU) ®–„™â‡«≈“¡“°°«à“·º≈„π≈”‰ â‡≈Á° à«πµâπ (DU.)

°“√»÷°…“π’È∫àß™’È«à“º≈™‘Èπ‡π◊ÈÕ™π‘¥ Chronic

active gastritis ¡’§«“¡ —¡æ—π∏å°—∫°“√µ‘¥‡™◊ÈÕ H.pylori

 Ÿß¡“°∑’Ë ÿ¥ (√âÕ¬≈– 90.1)

πÕ°®“°π ’ È°“√» ÷°…“∑”„À â∑√“∫« à“°“√

§—¥°√Õß ‰¡à “¡“√∂§—¥·¬°ºŸâªÉ«¬°≈ÿà¡°√¥‰À≈¬âÕπ

(Gastroesophageal Reflux Disease, GERD) ‰¥â

®“°°“√æ∫§«“¡º‘¥ª°µ‘Õ◊Ëπ Ê ¢ÕßÀ≈Õ¥Õ“À“√√à«¡¥â«¬

‡™àπ Esophagitis, Esophageal ulcer, CA. esophagus

‰¥â√âÕ¬≈– 4, 0.5, 0.4 µ“¡≈”¥—∫ (µ“√“ß∑’Ë 1) ·≈–„Àâ

π÷°∂÷ß ¿“«–∑’Ëæ∫πâÕ¬∫“ßÕ¬à“ß ‡™àπ Gastric herniation,

Duodenal diverticulum ∑’Ë®–¡“æ∫¥â«¬‡√◊ËÕßª«¥∑âÕß

‡√◊ÈÕ√—ß‡À¡◊Õπ°—π

‚¥¬ √ÿª¿“«–ª«¥∑âÕß‡√ ◊ ÈÕ√ —ß (Chronic

dyspepsia) „π‚√ßæ¬“∫“≈æ√–ª°‡°≈â“ ®—ßÀ«—¥ ®—π∑∫ÿ√’

 à«π„À≠à¡’°“√Õ—°‡ ∫„π°√–‡æ“–Õ“À“√(Gastritis)

·≈–¡’·º≈„π°√–‡æ“–Õ“À“√(GU) À√◊Õ≈”‰ â‡≈Á° à«πµâπ



12S «“√ “√»Ÿπ¬å°“√»÷°…“·æ∑¬»“ µ√å§≈‘π‘° ‚√ßæ¬“∫“≈æ√–ª°‡°≈â“ ªï∑’Ë 25 ©∫—∫∑’Ë 2(Suppl)‡¡.¬. - ¡‘.¬. 2551

(DU) ´÷Ëß¡’§«“¡ —¡æ—π∏å°—∫°“√µ‘¥‡™◊ÈÕ H.pylori Õ¬Ÿà ·¡â

®–¡’Õ—µ√“µË”°«à“°“√»÷°…“°àÕπÀπâ“π’È ¥—ßπ—Èπ·æ∑¬å·≈–

∫ÿ§§≈“°√∑“ß°“√·æ∑¬å∑’ Ë‡°’ Ë¬«¢âÕß§«√®–‰¥âπ”‰ª

æ‘®“√≥“‡ªìπ·π«∑“ß„π°“√„Àâ°“√√—°…“∑’Ë‡À¡“– ¡

µ“¡·π«∑“ßªØ‘∫—µ‘ (Clinical practice guideline) „π

°“√√—°…“¿“«–ª«¥∑âÕß‡√◊ ÈÕ√—ß·≈–°“√√—°…“µ‘¥‡™◊ ÈÕ

H.pylori µàÕ‰ª‡æ◊ËÕ„Àâ ‰¥âª√– ‘∑∏‘¿“æ°“√√—°…“∑’Ë¥’

(Effectiveness) ·≈–§ÿâ¡§à“„π°“√√—°…“ºŸâªÉ«¬ (Cost

effectiveness )
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