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Study of HBV and HCV coinfection according to
serologic marker in patients with chronic liver disease
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— Abstract

Background: Hepatitis B virus(HBV) and hepatitis C virus(HCV) are two major etiologic agents of chronic hepatitis.
The epidemiological similarities between HBV and HCV infections were noted. The interaction between HBV and HCV
has so far been poorly investigated in Korea. In this study, we evaluate to the virologic and clinical characteristics of
the coinfection in Korea. Methods: We enrolled 103 patients of chronic liver disease and classified as group A of
HBsAg/anti-HCV positive patients, group B of HBsAg positive/anti-HCV negative patients and group C of HBsAg
negative/anti-HCV positive patients. The clinical characteristics of each groups were assessed and compared. Results
: Serum HBV DNA was found more frequently in group B(68.4%) than in group A(17.9%). The prevalence of patients
with serum HBV DNA was significant lower in group A than group B in anti-HBe positive patients. The prevalence
of patients with serum HCV RNA was significant lower in group A(64.3%) than in group C(86.5%). The comparison
of baseline LFT and liver histology between each groups is not significant. Conclusion: These results suggest that HBV
and HCV coinfection shows a reciprocal inhibitory effect on HBV and HCV replications, the inhibitory effect of HBV
on HCV might be limited in the anti-HBe positive groups. The coinfection is not associated with the severity of liver
disease and clinical course.
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83 HBsAg9t Anti-HBs(Access®, Beckman Instru-
ments, France), HBeAg®} Ant-HBe(COBAS CORE,
Roche, Germany), Anti-HCV(HCV® 32, SobA| e Ag)
ArbE §addEARos 2R3 HBV DNAE
Digene Hybrid capture assay(Digene Corporation.
Beltsville, USA)& ©]-&sted ZAAFeki s HCV RNA ZA}
= RT PCRES o]83te] AAHAMPLICORPHCV Test

version 2.0, Roche Diagnostics, Branchurg, NJ, USA) 3}

2 FAsHTh BAAR = Y-8 SPSS B4
W (version 10.0, 2000, USA)L- ©]-23}4] Student's t-test,
chi square test2 +2]43& AFsA 2™ p valuezt 0.05
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1.

Table 1. Baseline characteristics of patients in study groups

Characteristics Group A Group B Group C
No. of case 28 38 37

Age (year) 47.1£106 36.3£13.1* 514116
Sex(OM/F) 20/8 317 16/21*
Albumin (g/dl) 39+0.5 40+0.5 4.1:04
Bilirubin (mg/dl) 1.0£0.7 1.1:0.7 1.0+04
AST(IU/L) 88.6x101.0 68.8+40.2 96.0+94.8
ALT(IU/L) 74.4£121.5 69.8+51.5 85.7+86.6
y-GT(IU/L) 101.1+124.1 99.1£118.3 96.5+110.8
Disease

Carrier 3 5 6

caH' 16 24 25

LCT 4 3

Hedh 5 5 3

Value are expressed as mean+SD.
* 1 p<0.05

1 : Chronic active hepatitis

T : Liver cirrhosis

§ : Hepatocellular Carcinoma

2. Z} diAd+ollA HBV DNAS} HCV RNA 9A &

Table 2. HBV DNA and HCV RNA in study groups

’ Group A Group B Group C

Marker (n=28) (n=38) (n=37)

HBV DNA (+) . .

HOV RNA () 5 (17.9%) 2% (63.4%)* 0

HBV DNA (-) + syt

HCV RNA (+) 186437 0 32 (86.5%)

HBV DNA (+) ‘

HCV RNA (4) 3 (10.7%) 3 (7.9%) 0

HBV DNA (-)

Hov RN () 2 (M1 9(237%) 5 (135%)
* 1 p<0.01
1: p=0.035

HBV DNA7} 9¥A0]3 HCV RNAZF SAZ S AZS
17.9%% BFY 63.4%°) vlsle] BEA RO R 893517
9k HBV DNAL -2430]5L HCV RNAVE A ZFS A
T 64.3%2 CF 86.5%X.F EA8tH o2 GolstA ¥
th A79)A] HBV DNA 24jo]3 HCV RNAYH kA&
2l <7} HBV DNA 93] HCV RNA7}F €42 A1
T} ©9tth HBV DNAS HCV RNAZF 2% 7L A

+ 10.7%, B 7.9%, C+ 0%°] 3 HBV DNA$} HCV
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RNAZ} 25 S48 AF 7.1%, B# 23.7%, C=2 13.5%
2 7t 2700 $2)8 Aole §ATHTable 2).

3. A+3 BFN A9 Anti-HBe ¥4 & ©E HBV
DNA2] H] %

Anti-HBe7} 449 Xt AZOlM 60.7%E2 BF
31.6%°) Hlgte BATHo=2 {3t U4 o] F
Anti-HBe ¥A4< 231 $x9He tjAo 2 3 HBV DNA
o FAEL AZNME 0%(0/17)Z B2 50%(6/12))
vlgte] FAGA o2 FosA WUtk Anti-HBe 24
d BAE Yoz 3 Afode AFH BE Akl
HBV DNAS] ¥4E8L §9)8 2}o]7F Y TH Table 3).

. Table 3. Prevalence of HBV DNA according to Anti-HBe in
group A-and group B

Anti-HBe (+) Anti-HBe (-)

Group A Group B Group A Grouwp B
No. of case 17 1 11° 26
HBVDNA (+) O 6 8 3

avs. band c vs. d : p<0.05; e vs. f: p<0.0]

4. AZ3 BZolA 9] A%2o] B2 Anti-HBe$} HBV
DNA 44 &9 v

$zte] APl @& vlLoA Aol 604 o]Ate] g
A7t BRI B2 304 o]ste] xbr Bt 2t d#
2o W2 Anti-HBeS} HBV DNAS) 9H4 &2 ok 7ho]
SAITH LR fold Aol7} gl BFolA Anti-HBe
9} HBV DNA7} 25 949l 8} 66) o] ATH Table
4).

Table 4. Prevalence of Anti-HBe and HBV DNA according
to age in group A and group B

. Anti-HBe (+)

Group A Grop B Ani-HBe (+) HBV DN4 () B DNA (4]
Groop A Group B Group A Group B Group B
No.ofcse 28 3 17 12 8 9 6

Agelyrs)

<X 2 14 L 5 0 9 I
3140 9 9 4 2 4 7 |
4130 3 9 3 | 2 8 |
3160 16 3 7 4 p 4 3
>H) B ! 1 0 0 ! 0
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&9 ¥

AT CZY AR e 87 2E= 2 EF
A dRel FrtEers ) Frtkske AES B3
HCV RNAS] ¥4 && x5z wE el
(Table 3).

Table 5. Prevalence of HCV RNA according to age in group
A and group C

HCV RNA (+)
Croup 4 Group C Group A Group C
No. of case 28 37 21 32
Agelyrs)

<30 2 1 2 0
31-40 S 6 ) 3
41-50) 5 11 4 10
31-60 10 9 R 8
>60) 2 10 1 9
6. 7 AN 2xAtY FEE) v

Table 6. Comparison of liver histological grade in study
groups

N Group A Group B Group C
Activity R . .
: (n=15) {n=30) (n=21)
Lobular
None 3 (18R%) 2 (6.7%) 0
Minimai 5 (31.3%) 11 (36.7%) 6 (286%)
Aid 2 (30.0%) 12 (40.0%) 11 (52.4%)
Moderae Y 4 (13.3%) 4 (19.0%)
Severe 0 1 (3.3%) 0
Porto-periportal
None 0 2 (67%) 0
Minimal 5 (31.3%) 9 (30.0%) 7 (33.3%)
Mild 4 (250%) 6 (20.0%) 5 (238%)
Moderate 4 (230%) 7 (23.3%) 6 (28.6%)
Severe 3 (188%) 6 (20.09) 3 (14.3%)
Table 7. Comparison of liver histological stage in study
groups
Ehrosis Group A Group B Group‘ C
(n=16} {n=30) (h=21)
No 2 (1239} 5 (16.7%) 7 (3335
Portal 1 (6.3%) 0 (30.0%) 3 (14.3%)
Periportal 6 (37.3%) 3 (10.0%) 3 (238%)
Septal 2 {12.3%) 6 (20.0%) 1 (43%)
Cirrhosis 5 (313%) 7 (233%) S (23.3%
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