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Siidmsaa : naudnaacuviivasvageuiiousiacoaalodiy TuduFvureangnisudiviga e Fauoy 135
fu naudusauouetosolostalg@nin PCR (Polymerase Chain Reaction) TufuiFuiidudowzaaodnisu
Sud ludewmo 299, Sucadoudoney na Sou S9ma T 2013. Pearson chi-square 2z Wilcoxon tests §n

12i8alunandeazasanconnagzey Sonagou uar 8wy TuKnaen.

Gueegnaudnaadivon: TuhazdduEu Hepatitis B 135 §u soum9e (88%) LLQUUWWTsguiﬂwwaengogoﬁ
Fu. 65.19% Huwogae war 54.81% wuutoSuea Antiviral (ARV) Soeiidfiutdnoodiude todo Viral Load
(HBV DNA), (89 @oela Cycloferon ugwoo Immunomodulator (IM) «untSfnsalstiude 56.76% S9dueiai
D5 Guidelines APASL (The Asian Pacific Association for the Study of the Liver Guidelines). ﬁwaegnﬂn‘lﬁwﬁo
dowgla Antiviral (ARV) szxo9lnidivon asdu VL (HBV DNA) Tu 4 Seuwaedie co9fuFuiitudodouga
ARV gz ¢ IM ccﬁuﬁmugoﬁgdﬂgﬁ“ﬁuwg‘iﬂé’ucﬁ’eé‘umyﬁua’isu%aﬁ. SuFuiitudodosga ARV wy9
dagajofaasemusey axdu VL[ICH%] W 4 Bovwionsnlves dansanugiitudadosda IM
(Geometric mean: 3.53 [2.81-4.3] versus 4.14 [2.99-5.29];p<0.001) «xe Jurdofiwavdnoatosdjunjuiivnauls
gasouiMuasmongea ARV gax IM (Geometric mean: 3.53 [2.81-4.2] versus 4.82 [3.8-5.8]:p=0.035). naugnaage
ffuoad Baoaucontagnagdaus8s 209 nooduds todo VL (HBV DNA) asmdﬂjajuf'ﬁ‘fém IM g
ARV+IM (4.14 [3-5.2] versus 4.82 [3.8-5.8];p=0.371).

segu : naudalgea Antiviral (ARV) gaz Immunomodulator (IM) LnnwﬁUsé’)oz‘ﬁwﬂU‘Zwmwgo'«v"wowLé’ys‘coé‘o’o
Y0, gonalsga ARV ijs]ﬂjoJo%cz‘ﬁuUeﬁoz‘ﬁwﬂUTumugoﬁwauc?e‘tﬁﬁndmw?ém IM #5980
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Q.
WINJx (o)

wroan@usniayu gelod (Hepatitis B)
LcdumuﬁoLgeﬁcﬁogufoys\)escw%gjqu?\ianﬁu
gouBatoSodusnisud (Hepatitis B Virus-HBV).
wzmoﬁ‘c6:?11123’112)161%1eizmgﬁwmmmwgm?n
Hotan. aaoezwludotanfuruau 350 Saudui
Bodetosndusnisugefodeuusade (Terrault,
NA et al, 2018) cf‘iegmnmnSé’omammw‘wLé’jw
wamoéﬂc%zsazéﬁﬁﬁm‘c@&jg@ﬂumm‘%m%cﬁmé’om
naunawgeudiuEey) KAy UeiE9fu (WHOa, 2009)
cg,gUam:U 90-95% 29jwraa0Ux(EEy carcinomes
hépatocellulaires (HCC) vz (foaannaudods
wrgantosofusnisugrliod §i geliod #
(OR90VVIY. szo‘cfagiJsz"ﬁ%zﬁoznzmnwcé‘jnuaL%g
Suwuu g9tH9 25-30 e wALFuHBo St
Snisvgeiodsa e wawasgqfly 130 e Tudy
FufiBoBesouMfiquraaofiusnimuseod tax
2vU08 (Tagger, 1999). wrgaouzE9duuga o
SUOVH 3 29980nanaunay e WJUSUGUH 6
299N9U (U .

sn8uiifurSoRuwavlslunaugndegiu
wrea0 HBV wuufuadgee 1982. ®9eiaglohinau
&9 Bmaenon 2.000 aaudu HrdSunandoiEesan
weea0l war ynBtofpaensa 4 ey Aaxddy
FuiduuroaofusnimugeSod tuunediugiu c§3
Quiudeuay 25% ccducﬁu@ﬁc%scﬁsv 25% 299¢)
FiEowreantosSodusnimugyioduuugade @1
Saudu 68) (988309 nusEyiu. nauBode
zuaemo‘taé’oﬁué’ncauaeﬁoﬁcﬁnwsmm"ﬁ%m%}?n
$9lu Susuduriadogesamoniutoide wax
cognaue8S0lufiotan (Terrault, NA et al, 2018).
uggi20deinn 998-Ua8ilin 75% 283%2%9115}1’
tJu HBV z‘h‘ﬁmmﬁ’omeuwejwsmo{'ﬁéwLcsg]
cégmcmozﬁn2ejmmaa§50ccﬂncﬁomnmni’)i)’o
Yuunedudu, duuey uav c’é’g 20% 9090
350tuduueEydiu (WHOb, 2019).

Jraoanodudemofigfidnavaruansey
wroantosodusnisvgeiodydluasdugy 39
é’mmgngucﬁzﬁﬁé‘e HBsAg I 8.7% waw Sonagn
gumgﬁyﬂ@ejﬁmam anti-HCV antibody «uv 1.1%
299108 vancdoa (Hibschen etal, 2011). «ad

2003-2005 § 13.897 §u §9xia80299naudi8aan

520ty sUURI0 891d0naunaossudu@ud
t3 U Hepatitis B surface antigen (HBsAg). S0 0 9 2
ngu299 HBsAg positive Tugd8aan§o0wuy
8.7%. UsLmomol;ijmjal;znoz'ﬁﬁmnazmomaej
SuuRBiSe Hepatitis B (8.7%) weaudignaudoide
SoUfTUH9 HBV e HCV (0.12%). Uzinoaadda
Yolnauguetalodndndude i wreaotoandiv
gniaugziodlos iagnauugagyuguiiuusaao
tm9gandusulud 2001 (Jutavijittum, 2007). T
2013 navdngaduoa Sonagngy HBsAg 9.6%,
anti-HBc Ab 43.7% (Jutavijittum, 2013). ©9 HBsAg
tvgud8gfwawuu 8% (Keomalaphet S and
Xaydalasouk K, 2013). nangagoalunugdiaan
Be0lugaegogiiconcagiiugegUsmoan ae
so9lniuon HBV luaaolfigelo 163 sasdiu
(42.2%) (Juzefo B uae ga9diu C guu 204
(54%) (Olinger, 2008) «az s9gdu | (Jutavijittum,
2013).

navdudowzeaotoSodusnigucuuduma

>

fidadiunagaaugamaasvrgnzegans. wdoqdui
tabyauggadavtosolwgiifdlutan woaals

0596989 ug09tastoaigegnaududodiy
waduEazieIguadgindoloscwoggjogau.
UeLGmmaé)’gézh’m‘iﬁugjﬁmw"ﬁwﬁocamwﬂucczﬁg
2a0gadunaunooudstoso wruaotiuSniwusa
o0:00 T war 8 is.nauliniududoas
anﬁﬂﬁwL“ﬁuasag@?;]oaw?mﬁwwwﬂoﬁﬁgéz‘h’nﬁ
amué’m%aaatcﬁwemfﬁa. SuFuRiuwseao
SusnmugeSodruusaedegtdmeSus gadau
YoSofuey B9urmoatadigdiuliiagnaudaua
souifistiudo Bouagdanaudiudosuudgsnaey
Muarnoagsaovdafilyduiu Musauoutodo
noodu. ventunaududewungdutuunegan
nwwéswﬁﬁsjﬁﬁwﬁo enswavgngzan. ludu
8uFuaoutoSunaunooBonaudeduauiBsaoso
Toedndn PCR (Polymerase Chain Reaction) a=lm
foaugu90 UriSudrSoBwavgsgnaududo.
§97u, JodveadadisgEoduua Weduusudy
tar sosduoariaudlunaudiuaruagaRils lunay
Judo YodousnizussSod #18udewoaan
(Y cﬁscﬁgmwﬁaﬂmasmdﬂgm fMusauouiSeto
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nawdngacuviiuaruageulgue0a910
zﬁjg, QuduFuwreaodnisududsas Fauou
135 8u SosnaulusauouEetosotdsalsdnin
PCR (Polymerase Chain Reaction) Qv c5uiidudo
wrea0sNeuiud lwdsmo 290 (Sucs (Gou

(v

Ineu ma dou F9ma T 2013.
Usgansudnga, 2smao@oday, nauidasou

SoutenauBasounaudngavenaud 1)
ccuuweueegé‘wﬁuzgnﬁm%ﬁmﬂ‘guzﬁcﬂnwzmo&’u
Snisvsefodrvusaauarantsyd war e85,
2) fuFuynauiig A oSuga war H1GSueaney
Uanao Viral Loads, 3) ﬁbt%UZJ;lﬂﬁiJ{th‘]U‘]ﬁU
F9uov Viral Loads Tuasmoagi@ou 1 3 2010 -
(dou 2 U 2013,4) é\m"ﬁuzgné\m"ﬁmﬁuﬁﬂnon
Viral Loads gaonon § hasfu 2 &98uty, 5) &u
(5uH5Gunao Viral Loads via9sfudagaioe 3
Souduty war 6) ci‘]ué‘m"ﬁuz@né‘uf})’ﬁ war O
ﬂﬁ"uaﬂaovﬁm‘h’ﬂﬁueegﬁu (@9 ALAT, ASAT )
Onned war O0nned) vensudalucuuwey

ssmua0@oelag (Sample Size)

srmao@oagiilslunauduade wuudtd
12godiotawazsuunauingacuvgenys, tos
rado@an Al feut edutounaunaydi
(Bau9Sonaugnga

muéuﬁodqg (Sampling Methode)

gUUNUSonguUI Wzt T9 luduFy

)

ynéiuiiduwrerodusnisugeiodnuugadativg
SuddnaunooTuigetodotiguwssanduiZend

I
o Q

20WwR S N Foutedunou war soudigSunsu

@

NAVHU 890, NaugeNn DNA ez Sunsunauy
(80 PCR.

a
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nauHuguu

¥

nevaedyuriazyuasSnaufiodivasuey
gauounNIu2099US LW 103UiEefioTU WS

& o o o & I ' o a o
LZUS?SB%]U‘]O EﬂUﬂG]2J31J. NIUSNFAcUVO VUL

U

gudlwrea0duiBefionduwsd Bgwondata
sa9cuveuiofioSentdanacioutiuiitBasou
Tunaudnga. f9vandusyudigulosuntofinduiin

39 computer toelg program excel 2010.
mnﬁcmséﬁgn

Tumn&maégn g «UfU cuuiols
Axdiodynsuiiod Towals program Stata version
12 in1°85l;maéy;q)lnL&g%?émﬁﬁLLUUZIJ’lJaamc’én:
910y, JiBy, m'ﬂci"ﬂaqo, 899980, 893(aY, a9
UJ9UULIN0ETIY GRY Lcuﬁumﬂuéygn%zh“cﬁum
14, 3eR8RsR0nouE9%8 Student T test. wasdY
RS HuBodag Y ougaunaunoofunegBanauSeu
Yot dradosegnauduasadel Jusauou 135 &u
muéydplw @UB‘WZU%S]O&UL&KS 8030w WS,
Sunavduada
é"gnmjé'wz.lzaﬁnanam

cﬁ‘wasgmwﬁLmséugwé\m“ﬁuwamoﬁué’n

o

tpugelodrvusai€e Fauou 135 du Htoua n

[=Y

20ui89tos0luya (Jendeotigudtawsuandy

o008 ws8luoa: gasuno 60% LUVWO
g9, Joagasmoag 15-68 ¥ (9qgysxiay 39+

9
-a) %

11.429 ). ducsusovine cuvdndnaouasan
ts9bonswan 68 §u (50.37%).JuducFudauou
135 @u Juo9: FoUWILLUY (WOL98 88 QU
(65.19%) HiRuela Antiviral Uaneunoo Viral Loads
tar SuFuiilludonooldivanoousauoutodo
Wi cfeni@easgovyas suud SEunsoviaiinay
2990y (Biochemistry; ALT «a& AST) nowuii9y
120 0 (54.81%) (a0Ea99d 1).

00ER9 1 1 SYVNIYOWULZMBUKI0

Goduuy FUdV DB
(n=135) (%)
wo
29¢ 88 65.19
89 47 34.81
Ts9th
Ts9bSonzwan 68 50.37
Ts9tbizonaRan0 33 24.44
Ts9tiueingo 13 9.63
Ts9dw 103 6 4.44
OReatg 1 0.74
FUaSN 3 2.22
YoWEVY 3 2.22
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a20n 8 5.93
SucFufuga war HFURU Antiviral LansunooViral
Loads

~ 74 54.81

Hi&e 61 45.19

wo AuiuRuga e HFUAL Antiviral UINSUNDO
Viral Loads

2ag) 88 65.19
89 47 34.81

&uiFuiifBunoo

Biochemistry
I 15 11.11
il 120 88.89

2UUUsw0ganautosh tas Jansguyuguiiy
(Immunomodulator)

gail dTu9gTu APASL gaenaa 50%

9
cuvganzquyug Ty Cycloferon J 42

(56.76%). sovgaiifyluginavdudo APASL

U
'

(Fisu 1Ty 4 wovganauiosn (ARV) Adefovir.
TUﬁUUansuﬁé‘m“ﬁUz"ﬁTéwﬁLwiéfashqjo, 9982
ga gar gaudogasousiu § 526V (70.527%), 1
OU (24.32%) war 4 v (5.41%) nau90U. g9
Antiviral 280 1 Goga, 2 Ooga war 3 Goga )]
auFuoSunsuNauNoo Viral Loads (HBV DNA)
yaonaam Uy cyclo 29 (39.29%), cyclo + ADV 13
&U (17.57%) war LAM+ADV+cyclo 4 &u (5.41%)
(m90E998 2).

00Eang 2: 2pudswogaiiiglunawdudo wduiy

Sunoolu Viral Loads (HBV DNA) §9# 1 kavé9
gonag

an@unauSeaedivon  Gunootiu  Viral Loads
(HBV DNA) s'wjquiozﬁw ccﬁnﬁ'ﬁwangoﬁjwmgjﬁ 1
gagSnoaugadiunagzeid Toazﬁguﬁumnww%
Sutu fRuga gar HIULSRuLa Antiviral Laneu
no0 (090994 3) .
090£a99 3: Sunjudunondu Viral Loads (HBV DNA)
§oif 1 wae gj&gozﬁﬂa‘fnﬁnﬁuz‘h’ﬁum tae OHLIARY
g9 LMNBUNDO

d9u9u Viral 698 1 fi9gonaey

Loads (log Mean + SD
1U/ml) [Min-Max]
aucTuRiuea

Mean + SD value
[Min-Max]

war DRy
gaAntiviral  6409:2,687  4.253:2.929
LUAN9UNI0 [0-11.9] [0-10.5]

Viral Loads
(log 1U/ml)
(N=135)
SutNufuga

0.001

Antiviral U9
6+2.77 4.2443.15

[0-10.4] 0-105 200

NoUN0
Viral Loads
(log 1U/ml)
(N=74) .
QVcFuUd

o

fHuduega

6.91+2.50
[0-11.9]

Antiviral L 9 4.26+2.65

[0-10.2] 0.001

NaunNoo
Viral Loads
(log  1U/ml)
(N=61)

FBolsgauameunaunoo Viral Loads fi gaz 05 3!
10 Guidelines APASL
Ugwne LT Sy
. (n=74) (%)
gaticin WWnisunaunon Viral
Loads
ARV
Adefovir (ADV) 16 21.62
Lamivudin(LAM) 12 16.22
IM
Interferon(Pegasy) 1 1.35
Cycloferon (Not 42 56.76

Guidelines APASL)
galggionon Viral Loads

Cyclo 29 39.29
IFN 3 4.05
ADV 11 14.86
LAM 8 10.81
ETV 1 1.35
Cyclo+ADV 13 17.57
Cyclo+LAM 4 541
LAM+ADV 1 1.35
LAM+ADV+Cyclo 4 541

Sumjuaasviae vt DNA f9gotae

SunjuaageiRe v Viral Loads (HBV DNA) &9
FONY  RwUDI9YNU  Antiviral  (ARV)  uae
Immunomodulator (IM) WhuFURRes gar O
FuRuganeunaunoa Viral Loads (HBV DNA) iy
oanaulgea zh’f)asaf)UsLzuommozgo'é’wamége‘co
Jota wadivoananlzwyg 1 Goga Antiviral (ARV)
Qséoygoﬁﬂwowngs‘cﬁaJs%oz‘ﬁ@w maonoanaulg
gasousTuga Immunomodulator (M) dﬂgﬁamuéﬂ

auna9FEHd (0909911 4) .

OaoEaag 4: Sunjuass@e audv Viral Loads (HBV
DNA) s‘?ja,:ozﬁﬂa Synwrogainls

chzuoehz‘h’?é' VL (log 1U/ml) P value
ARV # 3.53 4.82
ARV+IM
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[2.81-4.2] [3.858]  <0.001

3.53 4.14
ARV # IM
[2.81-42]  [2.99-5.29]  0.035
IM # 4.14 4.82 0.371
ARV+IM [2.99-5.29] [3.8-5.8]
WANTUNEUI

navduadaluegl Jodedoiliodnaa

Jeluauigetoso war dangzelozeggaiilgdy

'
(Y

JoduFvwraaosnimududcousa Safidodiumn
20U HBV DNA ludaguagegduciu. cggeﬁ‘wmn
dueadaduon : WwuFu 135 & souiiggHivea
tar OFUtdRVgauanesunoonifo VL (HBV DNA)
Huoa é‘uﬁufﬁcﬁmwoaw U 88 6 (65.19%) 819
noaluwody (B9aaudfunaudnsasses Dr.
Sengdavy XAYPADITH, 2013 fu0989g 8% (2 §u
Fu Sngudiudsade wuu 41.2 Y [1C95:16-67] &u
(50 HBV DNA Uzuau 68% LULWOR98 €ae U
tin 38.6% (61/158) (Xaypadith, 2016).

gaging i 1svudofuFuasotidivusean
tusnisudgefosae wuul2 nu & ¢a Antiviral
€ag gansuygUITU (Immunomodulator). naua
28 1 Sogadududucsuiilscdse § Cyclo
39.29%, ADV 14.86%, LAM y10;81%, ETV 1.35%
g2z IFN 4.05%. Gunaudnsadgilunavyalg 2 do
g9 Cyclo+tADV Juj9 17.57% uae 123 Gogq
LAM+ADV+Cyclo Juwj9 5.41% 39tunaulunaudn
gaiiciauna 60% 2o9nautudodosgatautoso 2
Goela (cycloferon+LAM i ADV) wuudzdofiGucta
(CCMIL, 2013). 290Ut aoaduifuoanazinay
"L’Jm?az‘h’é:ucgmﬂn cycloferon wj9 1 dogfa uae \{5)
é’u%ﬁau‘taé’oaaﬁo%ncéquaﬁum LAM &l ADV.
gagadantoso 2 Gogaial wuuSurdofiwaud
cégﬁﬁo‘tﬁvg;;]g283211emm“ﬁumuﬁwélmﬁjmﬁnmw
gudotd 3T (Liaw YF and Chu CM, 2009).

Peg-IFN 12 6Ue§0ﬁwﬂu§>ﬂnﬁn{h’aﬁu
HBV. Tudmoa9o gynotype Higadugewrean
HBV guua8diu B g2z C (82%, 80%) (Trimulet et
al, 2007). U8 HifuzegFodaiaauaossfivae o
navneusuiiglunaududodoed IFN (Kao et al,
2000). Sadunaugenma HBV genotype S9daruinya
12lvdrimoano. ETVJé]\EﬁﬁJ’]‘]UZTJ%)OU]‘]jﬁﬁ]U

U%S?)OU]Z.U‘]UU]OLZUOJDT]U, Caj\EOUﬂ‘]UCSOJ’]‘]U%J’]

gadonaunaulsyaluduiFugyieoaige § 89%
cuudzuI0nondusetd tuoauauide DNA
HBV (300 copies/ml) 31999 3 T 91% gi9a9n 4T
kaw 94% gf99an 5T (Chang, 2010). uenvaNi U
SoRGFuae9eda ADV Toeaow ﬁijl;l;m' 50% cfiaiu
FrSuBudta B9dulunauSngafidemoTu (67%)
(Chang, 2010). JeSoRuavlosasvzegnandudo
oouga LAM l;l;.,u'auL&“Ugnaﬂumngnmaegwcmo
SU (50%) war HLOENSV (39%), Suruau 26% oy
Ry T9edagasududonruan HBV (89gaoiu
‘Ec?zn'ﬂoLﬁg‘iugusjﬁ@nﬁoLsnaswﬂucwigaﬂo?né‘g
(20259-U88ndedudowrean HBV (CCMIL,
2013).
ﬂqu,u

’Qﬂné\w\(ﬁgw’]‘mUJumJUé‘]&aﬁE'&IEJ 20U
DNA 299:89%050 (HBV DNA) Lusauoudu i
figullo 135 &u Tuon aagiauaUGUNIUN2OTY
Viral Loads (HBV DNA) gaz H9nautudonage
(800299 Viral Loads 'a"wamézsﬁmngoé\g. g9
aju Antiviral (ARV) Bde8ofiwavlunavgodavon
(291080 38n09 Immunomodulator oifalSea
Jeduiu aziEolnusdoiwau 29989 Antiviral
(ARV) 2039. aai’fw%’gﬁmﬁm‘h‘%ﬁegﬁ‘éu@mnﬁa
(ONzWIVSIL WL FINU Hepatitis B« eouazd

naugnaanagdau §n Sud.
gagegognaugouls

gouaon 22eule wady naugSauounaY
deuoovweingauynay i gudtawseaoduiEe
foafuwsdtigawoy aowszoonluniivayy

gar 2ouzoudninnauEo PCR lunegfioao).
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Abstract

Background: Laos has a high prevalence of hepatitis B infection, at about 8% of the population.
Hepatocellular carcinoma (HCC) caused by this virus could be significantly reduced by the primary prevention
and early treatment of patients with chronic hepatitis B.

Objective: To describe the levels of viral load in patients with chronic Hepatitis B before and after
antiretroviral (ARV) treatment in Lao PDR.

Methodology: A retrospective descriptive study was conducted by reviewing the laboratory records of 135
patients with chronic hepatitis B registered from January 2010 to August 2013 at the Christrophe Merieux
Infectiology Centre, Vientiane Capital, Lao PDR. Hepatitis B viral load (VL) was determined by PCR before
and after treatment initiation among this population. Pearson chi-square and Wilcoxon tests were used to
compare the proportions and geometric mean.

Results: Among 135 hepatitis B patients, most (88%) of the patients were from referral hospitals in Vientiane
Capital. 65% were male, and 55% were given ARV without VL testing. Among these, Cycloferon (an
immunomodulator) was the commonly used (57%), which is not yet recommended by the Asian Pacific
Association for the Study of the Liver Guidelines (APASL). The VLs of patients treated with ARV and
Immunomodulator were significantly reduced from the baseline after 4 months. Patients treated with ARV
alone had significantly lower geometric mean VL [IC 95%] 4 months after treatment initiation than those
treated with Immunomodulator (3.53 [2.81-4.2] versus 4.14 [2.99-5.29]; p<0.001), and those treated with a
combination of ARV and Immunomodulator (Geometric mean of VL: 3.53 [2.81-4.2] versus 4.82[3.8-5.8];
p=0.035). Our study found that there was no significant difference in VL between Immunomodulator and
ARV+ Immunomodulator (4.14 [3-5.2] versus 4.82 [3.8-5.8]; p=0.371).

Conclusion: ARV and Immunomodulator treatment is effective in reducing HBV VL, but ARV works more
effectively than when used in combination with Immunomodulator and for Immunomodulator alone. There is
an urgent need of developing Lao consensus hepatitis B treatment guidelines and good clinical practice
implementation.
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