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IR, B0 N R RE LR EE (ALT) . HBV DNA. HHHZZE (TBiD) KHFEF4itbigbr
(HA. PIIINP. LN, CIV) Zfbf5ul, K24lALTE % . HBV DNAMK TR FIRK L3 . HBeAg
MLIE S5 e R DL 2545 LA T ST L b 455 BHIZWIE2240ALT. HBV DNA. TBil X AT 4F 4L F8 45
(HA. PIIINP. LN, CIV) /KVFEIRITRIIHE TR, ZERBESIFEEL (P <005 , HHEK
GIRITHMALTE %, HBV DNARL )3 R 25 5 2, SRR L2 g Gl 5 L (P
< 0.05) , HBeAglli&E#HE R PIAT I 22 T RS 8 Lo ghie PR R @A E IR TR TT
LIRS R4 T B RO AT ThRE, SR RT AT 4EAbERR, DT 24 K A

X PRI P L CBURERIE %

Clinical effect of lamivudine and Fuzhenghuayu capsule on patients with compensated cirrhosis of
hepatitis B

HUANG lJie-ping (Department of Liver Diseases, The Second People’s Hospital of Beihai, Beihai Guangxi
province 536000, China)

Abstract: Objective To analyze the clinical treatment effect and safety of lamivudine and Fuzhenghuayu
capsule on patients with compensated cirrhosis of hepatitis B. Methods Total of 90 patients with compensated
hepatitis B cirrhosis were chosen from our outpatient service and hospitalized patients from March 2011
to September 2013. All patients were randomly divided into two groups: combination group (treated with
lamivudine and Fuzhenghuayu capsule), and control group (treated with lamivudine). Each group had
45 patients and the course of treatment was 12 months. The indexes of ALT, HBV DNA, TBil and serum
hepatic fibrosis markers (HA, PIIINP, LN, CIV) were recorded. The indexes of liver functions, HBV DNA
conversion rate, HBeAg conversion rate and drug resistant rate were analyzed. Results The indexes of ALT,
HBV DNA, TBil and serum hepatic fibrosis markers (HA, PIIINP, LN, CIV) in two groups all decreased
and the differences were statistically significant (P << 0.05). The indexes of ALT normalization rate, HBV
DNA conversion rate and drug resistant rate in combination group were significantly higher than those in
the control group (P << 0.05). The HBeAg conversion rate had no statistical difference in both groups (P >
0.05). Conclusions The combination use of lamivudine and Fuzhenghuayu capsule can relieve liver function,
postpone liver fibrosis and decrease drug-resistant rate of patients with compensated cirrhosis of hepatits B.
Key words: Fuzhenghuyu capsule; Liver cirrhosis; Hepatitis B
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4B bR . ATILREFRHRH H AMI50CHEMIX-1804: H
ST . HBV R S F B e 72 W b
R4 (ELISAL) i, HBV DNAH %62 #PCR
R oAU

1.7 R ZARRRA WA MiEITFDhRE T B iR
Fr (ALT. TBil) #AIE%, HBV DNAK A H
FIHBeAgIL i 54 ML T4 4L iEds (HA.
CIV. PIIINP. LN) BILL_ LN ERIBITH T
b= 50%; AR MG DR =2 fe4s (ALT,
TB) 3%, HBV DNA < 10°#£l/ml, {HJ:HBeAg
M35 5 5 ¥ G 4 44k 3845 (HA L CIV,
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1 M4H HBeAg #FAZ . HBV DNA #[AZF. ALT E8F. WARLEER

HBeAg (—) HBeAg (+)  HBeAg %I‘ﬂ HBV DNA #£A L [CEENCTR
20 A MG & (45,9
Al ) ) #l, A, %) ALTHRIE (61, %) %)
74 (n=45) 27 18 16 (88. 9) 42 (933)° 42 (933) °© 2 (44) ¢
SR (n=45) 29 16 11 (68.9) 31 (75.6) 31 (75.6) 6 (13.3)
pai:t — — 81.401 66.702 58.501 68.201
PAa — — 0.2951 0.0371 0.0052 0.0490

F: MAAIT R, HBeAg #M%: ‘P=0.2951; HBV DNA #[{3: "P=0.0371; ALT Z##%: P=0.0052; MH25%: ‘P=0.0490

% 2 PHE4EINE ALT. HBV DNA. TBil 388REEER (X £5)

28 3 HBV DNA (log,, # I /ml) ALT (IU/L) TBil (umol/L)
VBT 76 97 AT 651117 118.1 = 18.9° 61.8+14.5°
(n=45) i3 3.72 £0.76* 36.2 +10.9% 18.9+5.1%"
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W FUUBIT IR SIRITRTIR, P < 0.05;
6.058, 'P < 0.001
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W4T G LS, HBV DNA: r=3.134, "P=0.0054; ALT{=4.282:

‘P=0.0004; TBil t=

EMERTAENIBRRTL (X 5, pg/L)

281 HA P Il NP LN CIv
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(n=45) B E 126.5 + 68.1*° 114.3 +40.2°¢ 70.5 +41.6%" 122.0 +28.28"
t1a 2.901 2.681 3.326 2.601
PAa 0.0091 0.0147 0.0035 0.0175
VE: BUGIT R S5IRTRTILE, P < 0.05; WZVAITFHLEL, HA: =2343, "P=0.0301; PIIINP: ¢=2.824, P=0.0108; LN: =
3.827, P=0.0011; CIV: r=3.588, "P=0.0019
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