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Natural History of Chronic Hepatitis Type B throughout Long-term Follow-up

Kwang Jae Lee, MD.”, Kwang Heup Han, M.D,, Jae Yun Chun, M.D,,
Young Meung Moon, M.D., Sang In Lee, M.D,, In Suh Park, M.D., Ho Geun Kim, M.D.*,
Chan Il Park, M.D.* and Hee Chul Oh, MD.**

Department of Internal Medicine, Institute of Gastroenterology, Pathology* and Preventive Medicine**,
Yonsei University College of Medicine, Seoul, Korea
Department of Gastroenterology***, Ajou University School of Medicine, Suwon, Korea

Background/Aims: Chronic hepatitis type B is highly-prevalent in Korea. However, few studies
about its natural history and prognostic factors have been presented until now. The natural course
and long-term prognosis of chronic hepatitis type B varies greatly, and this diversity makes it
difficult to predict the clinical course of individual patients. The histologic finding is known to be
a important prognostic factor. Thus we conducted this study to evaluate the natural history and
prognostic factors of chronic hepatitis type B in Korea. Methods: The authors analyzed the
clinical courses of 147 patients with clinicopathologically proven chronic hepatitis type B through
long-term follow-up from the time of the initial biopsy according to histologic classification. 15
patients had chronic persistent hepatitis(CPH). 61 patients had chronic active hepatitis without
bridging necrosis(CAH-BN). 46 patients had chronic hepatitis with bridgung necrosis(CAH+BN).
25 patients had chronic active hepatitis with early cirrhotic change(CAH+LC). They were
followed for 24 to 150 months(mean 70.8(%25.8)). Results: The probability of developing
cirrhosis in chronic hepatitis type B was 0%, 2%, 10%, 18%, 23%, 28%, 37%, 49%, 54% in 1
year t0 9 years, respectively. The 5-year cumulative probability of developing cirrhosis was 9%
in CPH, 14% in CAH-BN, 22% in CAH+BN, and 55% in CAH+LC. The significant prognostic
factors of developing cirrhosis were age(p<0.01) and histologic classification(p<0.001). The
probability of developing decompensated cirrhosis in chronic hepatitis type B was 0%, 0%, 0%,
1%, 5%, 13%, 17%, 28%, and 32% in 1 year to 9 years, respectively. The probability of
developing hepatocellular carcinoma(HCC) in chronic hepatitis type B was 0%, 0%, 0%, 1%, 3%,
3%, 6%, 8% and 8% in 1 year to 9 years, respectively. The significant prognostic factor of
developing HCC was age. Conclusions: The results of this study explored the natural history and
prognostic factors of chronic hepatitis type B. 5-year cumulative probability of developing
cirrhosis, decompensated cirrhosis and HCC was 23%, 5% and 3%, respectively. Histologic
classification and age were significant prognostic factors for the development of cirrhosis. Age
was a significant prognostic factor for the development of HCC. (Korean J Gastroenterol
1997;29:343 - 351)
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Table 1. Characteristics of Patients

Hl@tologlc cla551f1cat10n

e - o Total
CPH' CAH BN~ CAH+BN CAH+LL

No of Pancms 15 6] 46 25 147
Age 38.61t10.1 327 +10.7 348+ 100 3854109 35.0.£10.6
(Mean ¥ SD, years)
Sex(M/F) 15/1 47/14 33/13 22/3 117/30
Follow-up 70.4+25.0 69.2 1281 75.6-24.6 65.9422.1 70.8-25.8
(Mean £ SD, months)
HBeAg(+) ]2(80%) 51(84%) 36(78%) 17(68% 116(79%)

'Chronic perslstem hepatitis

*Chronic active hepatitis without bridging necrosis

*Chronic active hepatitis with bridging necrosis
‘Chronic active hepatitis with liver cirrhosis
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7] HBeAg 4o, ZXEF9) 47p4 2Arpol o]
3 b EA4¥oe® Cox’s multiple regression
model & A3t} Thilsk HAE AA|seleh wa
% LFT Rolo] e K14 AZE log-rank
testE o]-83lct

d
1. CHASEXIO] 4

AS A= & 14799 & o|F CPH 159, CAH
-BN 617, CAH+BN 46, CAH+LC 259o]gic}
z} Fo] B d8-L 38.6(+10.1)A), 32.7(+10.7)4,
34.8(+10.0)A), 38.5(+10.9)413, 7+ F7hol] 59
g Aol YSeh 24 7o) I FH I 70.4(+
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CAH-BNT oA 7baF =9t51 CAH+LCZollA] 7}13¢
ggkont, BAAGS fo% xpol= glgich(Table 1).

Table 2. Follow-up Results according to Histologic Classification

Histologic classification

Results

(No CPH CAH-BN CAH+BN CAH+LC Total
(n=15) (n=61) (n=46) (n=25)
Liver Cirrhosis 2 11 19 12 44
Decompensation1 2 9 6 23
HCC? 0 3 1 3 7

'Decompensated liver cirrhosis
*Hepatocellular cancer
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Fig. 1. Cumulative probability of developing cirrhosis

404 wlvE} 404 o] gl 7-foll WG A
gEo] Hghon(p=0.0054)(Fig. 2), CAH—BNEE}
CAH+BN (p= 0.0311)e]1}, CAH+LC(p=0.0008)2]
7173wl dlg-Ro] ZUcHFig. 1). £7] HBeAg
SR T} SA Pl ZHAulE ubslg ol 893}
Zpel= gixichp= 0.9852). P8 (p=0.0055)7} =2 4L
FH(p=0.0002)= 7H3WF Ao 23 ol 0244
o1}, A 9 7] HBeAg 9FAJod = 8.9]3) o 3e)
27} b iet.

4. HICHAHY ZIHEIZ0| & WUsE

A 14785 vlgA EwFe s Xt
795 237(15.6%) 01 F 51 (Table 2), KekA]|7]&=
HF 783(x22.3)MYojgdc. CPH 159HE 2w
13.3%), CAH-BN 61933 6(9.8%), CAH+BN 46
HZE 99(19.6%), CAH+LC 2575 61(24.0%)0] u|
A o s AP dct 7 o] Hy ul
A 2 Rk 7] ZH2) 65.3(110.2) 704,
54.4(£24.2)709, 63.2(£27.3)70%Y, 36.4(211.3)7
Holgle) HA hdBAjel A wlg gl S
A AR IdollA 337k 0%, 41d5E 9
WA= 22 1%, 5%, 13%, 17%, 28%, 32%<)ch
(Fig. 3). CPHollA] HIUAA] 7h7wizZo] 3 ahal
g2 1dolld] 5I7AE 0%, 61 10%, 7 10%

o rﬂ

—

% B

—» A: <dOyear
- B:>40year

9
year

Fig. 2. Cumulative probability of developing liver cirrho-
sis according to age
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