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Telbivudine in the treatment of patients with hepatitis B virus—related cirrhosis
Jiang Yujie ,Huang Cheng,Shi Xiaofeng
(Department of Infectious Diseases ,the Second Alffiliated Hospital ,Chongqing Medical University)
[ Abstract ]Objective : To evaluate the clinical efficacy of telbivudine (LdT) in the treatment of patients with hepatitis B virus-related
cirthosis. Methods ; A total of 43 patients with HBV DNA level more than 5 loglO copies/ml were enrolled in this study:23 patients
received LdT 600 mg orally daily (LAT group) and 20 patients received no antiviral treatment (control group). Liver function and
serum HBV DNA level were assessed every 3 months. Results ; The parameters of liver function (alanine aminotransferase (ALT) , as—
partate aminotransferase (AST) ,total bilirubin (TBIL) , Child—pugh score)and serum HBV DNA level were significantly improved in
LAT group compared with those in control group with the extension of the treatment(HBV DNA level was reduced to 4.83 £0.70 at
the 4th week ; AST,TBIL and Child—pugh score were reduced to (55.19 +22.48) U/L, (36.81 £22.11) pmol/L.,6.65 + 1.94 respec—
tively at the 12th week; ALT was reduced to (63.67 +19.52)
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no remarkable change in LdT group than in control group. Two
patients in LdT group experienced virological breakthrough after
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ment with adefovir dipivoxil. Conclusion .LdT suppresses viral replication and improves liver function in patients with chronic hepatitis

B cirrhosis, but there is still a risk of emergence of LdT resistance.
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Tab.1 Comparison of clinical characteristics before the treatment between telbivudine group and control group ( x £ )
ALT(U/L) AST(U/L) TBIL ( pmol/L ) ALB(g/L) HBV DNA Child-pugh?¥:43 (43 )
Bk (n=21) 118.05 +83.91 93.00 + 65.41 45.57 £25.35 29.92 £2.99 6.45 +0.82 8.00 +2.52
XFREZH (n=20) 110.19 + 55.30 83.62 £ 36.02 47.36 +36.82 28.29 +4.30 5.75£0.86 8.25+2.81
V&I 0.418 0.626 0.326 1.443 1.837 0.308
P1E 0.676 0.531 0.744 0.157 0.074 0.760
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Tab.2 Effect of telbivudine treatment on HBV DNA suppression
(x=xs)
2051 0JA 4J5] 24J 484
BHICEIITH 645+0.82 4.83+0.70" 3.24 + 130" 1.14 + 1.49*
X BEZH 575+0.86 566+132 543+132 536+1.58

e ra, SIRYTEIAHLL, P<0.05;b, SXTRRZAAHLL, P < 0.05
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KV TEGE 728 5, L U, B R GE TR T AHLTE 12 TR Y
TBIL B3677 B W 2 B AR (F=7.758, P=0.012) ; S X IRAL HL AL,
B Fe B 1B LHAE 48 JHIN TBIL 47 B 5 B AIG (F=4.248 , P=
0.046) ; Bonferroni 21 P FL 4% 7 5 LU R 2 ¥R Y7 41 7E 24 A
(F=7.537,P=0.023) 5 48 J& (F=7.537,P=0.003)ALB % i/ J7
B T T S % B A L, B bR e VR YT AL AR IR YT 48
JAJE I ALB JoA8 4k (F=1.967,P=0.169) , iL3 3 % 4,

3 3K 5 FIR IR 2 MY Child—pugh P50 RifiFsS
()2 {1 % | Child—pugh AR EATCSE 114 22 5+ . Bonfer—
roni 21 N HUEHRR B LR @ HAESS 12 AT Child—pugh 7743
BAAITRTFEAR (F=6.689, P=0.044 ) ; 5 0F AL AL, 5 LU K&
IBITULEE 12 JART Child-pugh PE43%1% (F=6.035, P=0.020) ,
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Tab.3 Improvement of serum ALT,AST, TBIL and ALB level after using telbivudine treatment for 48 weeks ( x =5 )

i) 415 ALT(U/L) AST(U/L) TBIL ( wmol/L) ALB(g/L)
0JA BHRERITY (n=21) 118.05 + 83.91 93.00 + 65.41 45.57 +25.35 29.92 +2.99
X HAL (n=20) 110.19 + 55.30 83.62 + 36.02 4736 +36.82 2829 +4.30
4J8 BHRETRITH (n=21) 97.57 £ 50.07 86.67 £ 52.63 39.86 = 23.32 30.48 +3.16
X B (n=20) 103.19 + 65.40 7835 +36.43 50.45 + 38.73 2832525
12J] B RERITA (n=21) 77.10 £ 23.05 55.19 + 22.48" 36.81 £22.11° 29.38 + 3.04
XiF B (n=20) 89.32 +32.12 72.38 +23.25 41.56 +42.62 30.69 +7.32
244 B RERITA (n=21) 63.67 +19.52" 4871 = 14.40" 29.62 16.72 33.57 £3.17°
X B4 (n=20) 65.78 +22.22 67.43 +29.69 35.92 +26.63 3123 +6.41
484 B FETRITH (n=21) 51.00 + 17.57* 34.52 +11.08* 27.38 + 14.63* 34.67 £3.20°
X HEZ (n=20) 70.23 £ 31.10 59.16 £21.17 36.67 + 14.46 32.13+7.35

ca, SIRYFHIAA L, P< 0.05; b, SXF LA, P < 0.05



— 1026 — BERERKZFIR 2014 F£5 39 E5 7 45 ( Journal of Chongging Medical University 2014.Vol.39 No.7 )
x4 BEEWSRITHFESTEXSGITSH
Tab.4 Statistical parameters of ANOVA for repeated measurement
R SR ZE R (A) Hof 1) F 8007 (B ) ZH A (AXB)
F1H PAH FH PH F1H PAH
HBV DNA 49.268 0.000 41.328 0.000 30.127 0.000
ALT 0.529 0.471 3.960 0.006 0.661 0.539
AST 1.404 0.243 13.678 0.000 3.027 0.040
TBIL 1.289 0.263 3.485 0.014 0.250 0.880
ALB 4.330 0.044 6.465 0.000 1.117 0.345
Child-pugh 8.097 0.007 4.377 0.007 1.446 0.235
k5 #ELLKRTEEST 48 [ Child-pugh iEH T (x +5)
Tab.5 Changes in Child—Pugh score after using telbivudine treatment for 48 h( x +s )
415 0JA 4)4 12J# 24J# 48J#
BHHREIRITH (n=23) 8.00 +2.52 730 £1.79 6.65 +1.94* 6.17 + 134 5.78 + 1.20°
XFHRZH (n=20) 8.25+2.81 8.40 +2.98 8.20 £2.24 8.00 £2.27 7.60 +2.48
FEa, GIITRIAH L, P< 0.05;b, SR HRZHAI L, P < 0.05
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