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Clinical study of lamivudine treatment on patients with dencompensated cirrhosis post hepatitis

WANG Dali', ZHOU Jian-fangl » LIU Lingz( 1. Huzhou of Zhejiang Central Hospital, Huzhou 313000, China; 2. Huzhou of Zhe-
Jiang Hospital of TCM , Huzhou 313000, China)

ABSTRACT: OBJECTIVE To observe the efficiency and safety of long-term lamivudine used in dencompensated cirrhosis following
chronic hepatitis B. METHODS 31 patients with dencompensated cirrhosis were divided randomly into two grops: sixteen patients
with dencompensated cirrhosis received lamivudine 100mg daily for period 24 ~ 54 months. The changes were observed and detectived
before lamivudine treatment, and compared with lamivudine treatment including clinical status, ALT, AST, Ab, Thil, PT and HBVD-
NA levels, child-pugh score, and compared with the control group without lamivudine treatment for period 24 ~52 months. RESULTS

After the treatment of lamivudine, there were fourteen patients whose clinical symptoms , signs and liver function ( include ALT,
AST, Ab, Thil and PT) improved (P <0.01), and HBVDNA levels decreased at least 10° copies/ml (P <0.01), child-pugh score
declined (P <0.01), except two patients died with complications. In the control group, nine patients didnt improve in clinical status
and liver function (P >0.05), except six patients died with complications. CONCLUSION Long-term lamivudine treatment on den-

compensated cirrhosis following chronic hepatitis B could decrease drastically HBVDNA levels, prevent hepatocellular from damage, it

is an significantly effective and safty drug that improved liver function and life quality.

KEY WORDS: lamivudine; chronic hepatitis B; dencompensated cirrhosis
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R1 BRNHE2HARARBT LA LB (2 £s)

Tab 1 Comparison of hepatic function indices between 2 groups before and after treatment ( x £ )

#i%0 TBILCumol/L)  ALTCu/L) ASTCu/L) ALB(g/L) PT(s) HBV-DNA child-pugh
WITAL WYY 16 41.34+12.93 92.6+28.7 99.2+37.4 30.47+1.22 19.81+2.79  6.80+0.73 9.56 +1.63
WITH WY S 14 24.65+6.97" 35.4+8.0% 36.3+7.6° 36.66+3.44" 14.19 +2.74% <3.0% 6.38 +1.67%
XA WITET 15 41.22+12.76  91.9£25.6  98.9+29.8 30.51£1.30 19.33+2.10  6.91+0.81  9.27 £1.62
XA RITE 9 42.62+14.44% 92.0+30.64 100.1+36.54 31.43+2.224 19.30+1.64%4 6.80=0.80% 9.60«1.174

1:: HBV-DNA $({8 A %1 4fH, © P <0.01, 4P >0.05
SRR IR R AR e R 28, IR B VT . 0T
IEEE N R iP5 N W R i R e S K e A R (IR TR A
Ab, Hox B I R R I A0 15 B35, 2 BB K0 L 5]
WD, BT 2 BE 4% T #% C ALT AST. Thil Ab. PT) L% child-
pugh B GI7 10 535 U7 5%, HBV-DNA 34943 2046 230 6l , 25
To B SRR SR R AE . 3X 5 Villeneuve FI Kapoor 257430 35
gl LA — 30, TR R B AP IS 5] HBVDNA 52,
5 AT D Re 4 05, (2R BT D et 52, i HOR A R R 52
PR, JL AT EA BN, 0 T AR I 28 5 TR A i
IN(EEr

R, KRR R TE VR YT i, B IR TRI3G 0, HBV A S bk
(K R AN TN, FR 4 5 AR R S R R T0% . JAYT
gl 2 L YMDDCYIDD) A2 5, ALT FIl AST 2442 /55 =,
D4 ol 28 45 =5 ) T 2 R LE %%, HBVDNA A 2446l 5 14 151 4% 48
PURRRVA YT (b 2 o B e =5 gk slya T, IR K A BRI
MR E L0 45 o i e R 2 R 6 51 DR T R v A3 H
RS g2 A M sE T, R TEE a7 55 .

B AP AT DL, K I A ASOR 2 1 20 28 T 98, i L6 2R AR
FEHE 2% 5 FRE AL, [ R BB DR 3d L 7 2L B W HBV 241, £ 1k
FEMED e 45, 4 18 T T e W &2, 4% i A2 0% i i, 2 — Fh &

4, FHRRIRGTT 7 ke X T80 88 1697 L HBV $i2K
R AR SRR, T D REFCR 7, T 45 T BT AAs 45 0T
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