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Effect of Liver Failure Degree on Survival Rate in Patients with HBeAg—negative ACLF
after Lamivudine Treatment

LAI Jing, ZHANG Shao-quan, YAN Ying, LIN Chao-Shuang, KE Wei-min*
(Department of Infectious Diseases, The Third Affiliated Hospital, Sun Yat-sen University, Guangzhou 510630, China)

Abstract:  [Objective] To investigate the effect of pretreatment liver failure degree on the outcome of patients with HBeAg-
negative acute-on-chronic liver failure (ACLF) lamivudine treatment. [ Methods] A total of 71 patients received lamivudine plus basic
medical treatments. Their serum HBV DNA loads and MELD scores were statistically analyzed at pretreatment, post-treatment or death
before. And the survival rates of different MELD scores ranges were compared. [ Results] 25 patients had pretreatment MELD scores
above 31, whose MELD scores of pretreatment and before death were 34 + 4 and 39 + 9.9, respectively. Meanwhile, HBV-DNA loads
were 5.6 = 1.9 and 3.6 = 1.0 log, copies/mL in order. For 27 patients with pretreatment MELD scores ranged from 23 to 31, their
MELD scores increased from 25 + 3 to 30 = 10 while HBV-DNA loads decreased from 5.5 + 1.8 to 3.2 = 1.1 log,, copies/mlL after
treatment. MELD scores decreased from 19.5 + 2.0 to 15.7 = 8.0 and HBV-DNA loads decreased from 6.3 + 1.6 to 3.1 = 1.0 logl0
copies/mL in 19 patients with pretreatment MELD scores below 23. In each group, there were significant differences in MELD scores
and HBV DNA loads between pretreatment and post-treatment statistically (P < 0.05). Among three groups,no significant difference
was found in HBV DNA loads at pretreatment and post-treatment (P > 0.05). The survival rates were 8.00% (2/25), 55.56% (15/
27), and 84.20% (16/19) in sequence and there were significant differences (P < 0.05). [Conclusions] Pretreatment liver failure
degree significantly affects the outcome of lamivudine plus basic medical treatment on patients with HBeAg-negative ACLF. For
patients with pretreatment MELD score above 31, the survival rate is low.
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Table 1 The comparison of laboratory data between pretreatment and before death and survival rate in patients with
MELD score above 31

Cases(n =25) TBil (wmol/L) INR Cre(pmol/L) MELD HBV DNA (log,o opies/mL)  Days for drug Survival rate (%)
Begin treatment 580 + 236 3.8+ 1.5 105 + 57 34 +4 56+1.9 17+15 8.00(2/25)
Before death 685 + 208 5128 128 + 81 39+9 3.6+ 1.0

t -1.538 -1.984 -1.126 -2.425 2.338

P 0.132 0.054 0.267 0.020 0.027

®x2 MELD H5{E(23~31) HEERTAEIREREERILBERETE
Table 2 The comparison of laboratory data between pretreatment and post-treatment and survival rate in patients with
MELD score ranged from 23 to 31
Cre(pmol/L) MELD HBV DNA (log,, opies/mL) Days for drug Survival rate(%)

Cases(n=27)  TBil(pmol/L) INR

Begin treatment 494 + 246  2.7+0.6 62 =11 25+3 55+1.8 29 +24 55.56(15/27)
After treatment 548 +250 3.0+£1.0 110+x111 30=x10 32=+1.1

t -0.783 -1.307 -2.137 -2.128 4.747

P 0.437 0.197 0.043 0.038 0.000

%*3 MELD RHE(<23)HEBERTIIEIRELRTLEREBRRERER
Table 3 The comparison of laboratory data between pretreatment and post-treatment and survival rate in patients with
MELD score below 23

Cre(pmol/L.)  MELD  HBV DNA (log, copies/ml.) Days for drug Survival rate (%)

Cases(n=19)  TBil(pmol/L) INR

Begin treatment 301 £ 167 2.1 £0.6 57 +16 19.5+2.0 6.3 +1.6" 54+32 84.20(16/19)
After treatment 232+211 2.0+0.9 52 +11 15.7 + 8.0 3.1+1.07

t 1.017 0.284 1.078 2.056 6.772

P 0.276 0.778 0.288 0.047 0.000

1)Begin treatment; F = 0.776,P = 0.464 ;2) After treatment ; F = 0.368, P = 0.695

*<4 =%H HBeAg Bt ACLF EEHEHFRILR

Table 4 The comparison of survival rate among three
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