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ABSTRACT

Liver cancer is a leading cause of death in Thailand especially in North Eastern that
known high prevalence rate of hepatitis C infection. The results of hepatitis C infection are chro-
nic hepatitis, cirrhosis and liver cancer. The treatments for hepatitis C (HCV) lead to resolved viral
infection and therefore significantly reduce the likelihood of cirrhosis and liver cancer. However,
the treatments for HCV are provided only in university hospital or large hospital settings whereas
for remote community patients, treatments can be inaccessible. Therefore, Somdet Phraphut-
thayodfah Chulalok (King Rama 1) Hospital established a HCV infection treatment clinic to provi-
de better access to care for neighborhoods. The physicians and staff have been trained in the
hepatitis care unit from Srinagarind Hospital according to Thailand Practice Guideline for Mana-
gement of Chronic Hepatitis B and C in 2011(2012 revision, Liver Disease Association of Thailand).
The purpose of this study was to determine the efficacy and safety of the combination of Peg
interferon Alpha-2a and Ribavirin for the treatment of 18 patients with chronic HCV infection
(genotypel, 2 and 3). The patients were followed up after treatment for at least 18 months. The
descriptive research method was used in the study. The retrospective reviewed the medical re-
cords of 18 patients who had HCV infection at Somdet Phraphutthayodfah Chulalok (King Rama
1) Hospital from January, 2007 to December, 2014. Data analysis was conducted using descripti-
ve statistics such as percentage, mean, and standard. The study showed that the virus was not
detected from a blood test after treatment and following 24 months (Sustained Virological Re-
sponse: SVR24) in 16patients (84%). A serious complication during treatment did not occur.
It was concluded from this study that the HCV infection treatments were effective and safe for
patients who were treated in the clinics by physicians and staff that were trained in the hepatitis
care unit according to the treatment guideline of Liver Disease Association.

Keywords : Hepatitis, HCV Hepatitis
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WNTANYY N1TITULTINTIUN
(Descriptive Research) lag@nwidayadeunds
(Retrospective Data Collection) 9nvszidau
Tulssnenurareaunanssuvseoniiguilan
W51 wardinTevideyalagldadiiidensann
shemsuanuasad Sevay Taonguidmane
Dugvasiildsunisnsaamuindaidol fasy
Fniaudseving Juil 1 unsian 2550 fa Fuil 31
funew 2556 nauithefidnwdidnuasieey
18-60 U @599WU HCV Ab positiveatiiioy 2

afa Weiu 6 Wew ALT w1nndn 1.5 whwesen
Un@ Child Purge Score Class A (< 6) liiagla
sumssnnhsasusnauduneu wazainslan
fumsinwiilsmeuiameandansgnnseen
hgwilanumsny Jamindesida Fibrosis score
< F4 No Major Depression é’nwmzﬂuawfjﬂ'saﬁ
AnBBNINAGNNSIN® ( Exclusion Criteria )
1A ANC < 1,500 /mm3,Platelet < 75,000 /
mm3,Serum Creatinine > 2 mg./dl.,Co-infec-
tion with HBV and/or HIV,History of solid organ
transplantation,Decompensated liver disease-
JFibrosis score F4 uag Hepatocellular carci-

noma (FALEARAIMILNUAINT 1)

1,247

abnormal AST/ALT

from anual check up between
1/1/2007-31/12/2013

53 with HCV Ab positive

I

1,194 with HCV Ab negative

1 Death

37 HCV Ab positive at least 2 times in
6 mo.

l

18 met inclusion criteria

8 HCV Genotype 1

15 Refer to other
hospital/denied treatment

10 HCV Genotype
2,3

Normal value: AST <40 U/L, ALT <40 U/L

WNUANA 1
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HAN1TANY
PoyaviluvesfUislh¥adusniaud uanslupsai 1

M39N 1 Snwaslvresnguitislhdadusniaudnlasumstuduin HCV Ab positive 2 A
e 6 Wounaslinuaudinunaeiiiun1ssnwimeen Peg interferon saufiue)

Ribavirin
owauzdeyaitaly nguidhFumsfnm $otray
Ne iali] 17 94.45
N 1 5.55
01 (1) Mean 52.8 -
Wooandmiy 40 0 0
41-45 1 6
46-50 1 6
51-55 13 75
56-60 3 16
1NN 60 0 0
Vo (lansu) Mean 70.36 -
Fnuazdoyaitaly nguihsumsinm $otraz
Body Mass Index Mean 24.69 -
(BMI)
Wesniii 24.9 9 50
25.0-29.9 7 39
1IN 30 2 11
Albumin ( g/L) Mean 4.29 -
APRI Score* <0.5 1 6
0.5-1.0 4 22
>1.0 13 72
Log,, viral load Mean 3,327,475 -
(IU/ml)
HCYV Genotype Genotype 1 8 44.45
Genotype 2,3 10 55.55
Liver biopsy Fibrosis score 0 4 2222
Fibrosis score 1 2 11.11
Fibrosis score 2 10 55.55
Fibrosis score 3 2 11.11

Fibrosis score 4 0 0
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* APRI score : The Aspartate aminotransferase (AST): Platelet ration index ﬁgﬂw HCV
Genotype 1 371U 8 518 RVR 41w3u 4 518 (50%) LAEVR 9117u6 518 (75%) fUaevianuald SVR 24
$1U3U 6 578 ( 75%) uaz NR $713% 2 518 (25%) Fanns1afi 2

A5 2 Han133NE1 HOV genotypel wagfnaunanissneidunan 72 &anii

v ¢
dantin 0 4 12 24 48 72 HaneIve
AN - 4 2 2 2 2
Jouaz 0 50 75 75 75 75 o
Cx HilederIa
A319 N 8 4 6 6 6 2 o
Y MENaIAANIY
Jowaz 100 50 75 75 75 25 )
HOMIT NI
RVR* - 4 - - - -

[ 4
A5V 72 d1la 1

EVR** - - 6 - - - Y .
3178 AYN1ITHY
ETR*** - - - - 6 - -
LEUN
SVR*##x - - - - - 6
NR# #5355 - - 2 2 2 2

*Rapid virological response (RVR) asaalalnuide HCV RNA dheaitla (Awhaelunsnsa
wutiesnin 50 1U/mL ) i 4 quﬂmﬁﬁavﬂL%m%ﬂtﬂLLﬁEﬁ@Lﬁ@ﬁﬂNﬁU?jﬂﬂﬁ%ﬂﬁﬁ

**Early virological response ( EVR JAF3awu HCV RNA 71 4 dUanminda3unssn uinsam
laiwudl 12 Snsiwaedeiilesauduannisinm

***End of treatment response ( ETR )n339liny HCV RNA Lﬁ'a??uqmmi%’ﬂm

*xGstained  virological response ( SVR )nsaalidnu HCV RNA ( < 50 1U/mL ) ii 24
dUainangan1ssnw

ool response ( NR JHCV RNA anastiosndn 2 logl07i12 dUamindasunissnuinis
mimml,%ah%’a‘[,u@ﬂw HUne HCV genotype 2,3 9113w 10 518 dlensradela3adt 4 duai s 10
ensrldnudelunszuaden (RVR) Andudesay 100 LLaz@’ﬂaaﬁy’mmmaﬂﬁwuL%”aﬁ' 12 uag 24
&Unn9i (EVRRETR) sty uasiilefnnunsiavnidioft 48 dUami (SVR24) @ﬂuaﬁgﬂmmmaﬂzjwu
Fowuiusmsned 3
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A15197 3 WaN153NE HCV genotype 2,3 wazfnmuwanissnwnduian 48 duanvi

(v a
aanrin 0 4 12 24 48 INaLin
ATIINUIYO 10 0 0 0 0
Jonaz 100 0 0 0 0
asnlainuive 0 10 10 10 10 e )
Y Atheinan1zuzisa
Jouaz 0 100 100 100 100 5
A1 (HCO) 1 518
RVR - 10 - - - L2
MENGIAUTANS
EVR - - - - - . 3
$A11 3 19U
ETR - - - 10 -
SVR24 - - - - 10
NR 0 0 0 0 0

AUrenguil 1 918 avanuusswiveiinUgugdl ( Hepatocellular carcinoma ) Anevdsdugn
M3¥nw 3 ey §Uhesell feun1sinwINan1smTIaTuLle Fibrosis score F2, AFP 25.55 uazag/lu
nau High viral load (5,272,149 IU/mUwa CT scan linu HCC

L I
RVR EVR ETR SVR NR
B Genotypel ® Genotype 2,3

Lmugﬁﬁ 1 nan133nw5Ua8 HCV genotype 1 ( N=8 Juag genotype 2,3 ( N=10)

ﬁﬂwﬁlﬁ SVR §1uu16 19 (84 %)uuaidu genotypel d1uu 6 578 (75% Juag genotype
2,3 10 518(100%) mha genotypel sefilésu SVR ﬂa‘ul"dﬂmsw Wunmeduuds CPS class C wag
Laammmﬂmammwwaqauammisﬂm 36 Lau {U7e genotype 2,3 $1uau 1 18 Faneunsinw
AFIINU AFP 25.5 IU/ml. uazasiaduusssiuridaugunll ( HCC ) uda ldwunaduusisadv usane
ndsAugansine 12 dUank ( SVR 12) amawunzifeiy (HCO) fiheldsunisinulneyinTACE &
A994 Laz5
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A5199 4 Naaqﬂmiﬁmmmmi%’ﬂm (N=18)

Response SVR24 Relapse
Total 16 2
% 84 11
Genotypel 6 1
% 75 12.25
Genotype2 10 1
% 100 10
a5197 5 nsdudiulsa
Child Pugh Score HCC Death
A B
16 1 1 1
89 6 6 6
7 0 0 1
39 0 0 6
9 1 1 0
50 6 6 0

nmsaiulsandinissng ngdiedauis s1g 1sunsinw 4 CPS Class A 100 %wiea

nduganisinuiluim 24 dUami (SVR24 ) wu CPS class A $1uu 9 118 (56.25 %) iusfuane 1

578 wasideTin (6.25%) WU HCC 1 519 (6.25%)
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Body weight ( kg )

e=@u== Genotypel «=@==Genotype2,3

1 2 3 4 5 6 7 8 9 10 11 12

ad a H v o o i 9
HAUANN 2 N1TLUABLLUANNTUNFAITDIR I8 TZINNITING

mawAsuaniwiindvesihedaruedendstuiaendgu fo tmtinianadasaioni
fiu Ao 4 AlanSuwavanasegedniauluyie 24 FUaiksnveIN1sinY MendaiIuYe 24 darluudn
ﬁﬂﬁﬁﬂﬁ’m@ﬂﬁﬂﬁﬂiﬂﬁﬂ’s’mLﬂgﬂuLLﬂaﬂﬂJﬁﬂﬁﬂﬁﬁﬁLLﬁﬂﬁIULLNUQﬁﬁ 2 ﬁmﬁfﬂmﬁm?{auuﬂawmQﬂas
Usranauferay 5 ifteselafinnsimdnannnnifosas

Hemoglobin Absoluted Neutrophil Count
15.0 5000
100 = =
5.0
0.0 0
1 2 3 4 5 6 7 8 9 10 11 12 1 2 3 4 5 6 7 8 9 10 11 12
e Genotyepl e Genotype2,3 e Genotypel e Genotype2,3
ad a = a ad N
uNuiin 3 nswdsunasvesdlulnadu HNUANN 4 N1sUaBuLUaIIDs ANC

masuudasvesdlulnaduvesiiens 2 nquliunndeiu lnendvazanasssann 3 /L uag

riinsanaunnludinfoud 18 3 uagiuwilduasiiegi 10 /L lUaunaeanssny maddeuudas
L =3 A a ! U Y gj ! ! =~ Y a L =3
Yosszaulalienv (ANC) fianuwnndneiulugUaens 2 gy nanAegiie genotypel avilsgsuiiin
HoAY13 (ANC) anategaunntugie 1 - 3 insuusn lneladeanasuszunas 1000 /1 laedliae 1 s1elu
1 ° ' o 1 a aa =~ v Ko & v ) . a
nuilanasninit 500 fasiediadans Fathemeldndusesanseduen Peg-interferon asuunde 135
Lulasniu uagnen Filgrastim (fUaetseAeidmenuie) densedudadonyn (ANO) Futenauaues
@ Y 1o & v 9 N P o & @ P Y 4

M@ bidulusiemganising uwazillofanudUisnendsduganisine fiheseilld SVR wileu

fudUaesnedus diuiiae genotype2,3 seaudinifonuniiilnsilad (ANC) liresludsuntamasnnis
Shwilneiafuagi 2000 Mseliadans
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Platelet count

200000

100000 m

0
12 3 4 5 6 7 8 9 10 11 12

e Genotypel e Genotype2,3

ad a I3 &
LAUANN 5 N5IURSULUANTDUNAALADA

v

mawAsuuassaniadendmuunndretiuludtaeits 2 ngu namite ngu genotype 2,3 2y
indaidonanadliininin wazdinseglussdunnnndt 100,000 diefiadans dugUiengu genotype 1 3¢y
indnidenrosanauilugie 6 Wouusnveen1s3nw aswniisesu 90,000 dreladans uarasfindoseu
100,000 fsiofiadanslunasansine wazlsifiifiaeseldtinnzidensenguusannindnidensd

120.0
100.0
80.0
40.0
20.0
0.0

1 2 3 4 5 6 7 8 9 10 11 12

e AST Genotypel e AST Genotype2,3
e ALT Genotypel ALT Genotype2,3

UNUHN 6 N1sALULUAIRY AST Uag ALT
mswWasunlamesseaudulsifuseninamssnniinisiasuuladlsdinntn Tne genotypel sediu
AST uag ALT maulsususnuegluseaulias uazasinaenn1ssnw diu genotype2,3 finsivdisuuad
wuuamasturasiaus Jeeadutadenilenvilile SVR nntu
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Albumin & Total Bilirubin

5.0
4.0 .\._..—o——&—-O
3.0
2.0
LS 2t TS e
0.0
0 2 4 6 8 10 12 14

Alb Genotypel —@—TB Genotypel

—@— Alb Genotype2,3 —@—TB Genotype2,3
UNUNN 7 nsiUigundases Albumin uag Total Bilirubin

nswasuudasues albumin uag total bilirubin AIINAEANSTINYING NEY genotypel way
o aa a v o v s a aa '

genotype 2,3eNLHUNING u.azmﬂmiU':?zLmugﬂwmaamﬂﬁiﬂmgﬂwiuummLtJasJuLLUaamaﬂauﬂmu
N34iin Hepatic encephalopathy,n13iiin ascites ¥ilvin1sussiiu CPS vasthennieliiuasuula
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a 1% a ) P ) | o . ..
M99 6 NATILALIVDINTITINWINILYIPeg-interferon alphaxa 53UV Ribavirin

Serious adverse event Genotyepl Genotype2,3
No. % No. %
Treatment related 8 44 10 56
Serious 2 11 1 6
Anemia Mild
1 6 4 22
(Hb 11-12.9 g/L)
moderate
6 33 6 33
(Hb8-10.9 g/L)
severe (Hb <8 g/L
1 6 0 0
)
Hematologic disorder ~ Neutropenia > 1000 0 0 2 11
(ANC) 500-1,000 7 39 8 44
<500 1 6 0 0
Thrombocyt >140,000 0 0 0 0
openia 100,000-140,000 0 0 9 50
50,000-100,000 7 39 1 6
<50,000 1 6 0 0
Cardiovascular disorder 0 0 0 0
Gastrointestinal and Hepatobiliary disorder 0 0 0 0
Infection 0 0 0 0
Psychiatric disorders (Major Depression) 0 0 1 6
Flu-like symptom 8 44 10 56
Pruritus 8 44 10 56
Alopecia 8 44 10 56
Insomnia 7 39 6 33
Other disorders
Dyspepsia 0 0 0 0
Rash 5 28 3 17
Nausea /vomiting 8 44 9 50

Anorexia 8 44 8 44




Na919LABIAINAISNYINUINTDINTAU
ANNTINTY 18 318 LATNIITHUTN 18 918 (100%)
Amzueulivdusuan 13 518 Auwaanusnene
8 18 91MsAUldeTeu 17 918 amuilea s
16 978 Hematologic complicationGenotypel
wungdannse lneuuadunnsdaguuse 1 9e
U1unane 6 518 wazAnsdinlantes 1 519 AN
Waidonvae amsdaidonvsimne ane
AULSE 1 518 UUNae 7 518 nzindeidens
wuynse Tagogseiudiuuse 1 518 wagay
nae 7 98¢

Genotype 2,3Wun1sdnlanties 4 578
Urunane 6 318 Linunnsdaguuseniiside
Feaunsdnies 2 18 Uunane 8 518 lainy
amzifiaidenydiguusinzindaidendidn
ey 9 18 Uwnans 1 518 ldnuangindeiden
méﬁul,l,iﬂ Psychological complicationwun1ig
uwnsndeunsdmavilu Major depression Tug
U genotype2,3 dodlasunissnuilu lsane1uia
1 919 dududeanganisinwidiasudunm
2 o faemeduunfifioduganissnul
NUAMIEUNTNFOUNITE UL Lauas raenLien
ssuumMGAesLaziemaiuig wagliny
nauvsndeudunsiaiosuussludtaeiammni
WISUNSSnE
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n13¥nwiUaglafadudniaudlulse
weavEN LI Fenmnaiuegsnssy
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