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Prognosis of patients with hepatitis B virus-related acute on chronic liver failure induced by
non-standard cessation of nucleos (t) ide analogues Cheng Jie™ , Liao Chunhong, Jie Yusheng,
Shi Hong. * Department of Internal Medicine ,Rongcheng People’ s Hospital , Jieyang 522081 , China

[ Abstract] Objective To explore the clinical characteristics and influencing factors of prognosis of
patients with hepatitis B virus-related acute-on-chronic liver failure (HBV-ACLF) caused by non-standard
discontinuation of nucleos (t) ide analogues ( NAs). Methods  According to 90-day prognosis, 145
patients with HBV-ACLF caused by non-standard discontinuation of NAs were divided into survival group
(69 patients) and control group(76 patients). Clinical characteristics and complications between the two
groups were compared. Proportional hazard( Cox) regression model was used to evaluate factors affecting
90-day prognosis of patients with HBV-ACLF caused by non-standard discontinuation of NAs. Results
The median time from NAs discontinuation to HBV-ACLF onset for all patients was 7 months. Proportion
of patients with liver cirrhosis, WBC count , prothrombin time ( PT) ,blood creatinine( SCr) level ,Model for
End-Stage Liver Disease( MELD) score in control group were higher than those in survival group,serum
albumin( Alb) level was lower than that in survival group( P <0.05). Proportions of patients with hepatic
encephalopathy (HE) grade 1-2,grade 34, hepatorenal syndrome ( HRS) , upper gastrointestinal bleeding
(UGIB) ,ascites, lung infection and liver, brain, kidney, coagulation failure in control group were higher
than those in survival group( P <0.05). Multivariate Cox regression analysis showed that HE ( grade 1-2) ,
HE(grade 34 ) ,WBC count, PT,MELD score =26 points were independent risk factors for 90-day death
or liver transplantation of patients with HBV-ACLF caused by non-standard discontinuation of NAs( P <
0.05). Conclusion HBV-ACLF caused by non-standard discontinuation of NAs mainly occurs within 12
months after drug discontinuation,and most of patients discontinue drugs on their own. HE, WBC count,
PT and MELD score =26 points are independent risk factors for 90-day death or liver transplantation.
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F1 PR EFRIRFRHELE (5 £5)
a1% % PR AR fFgE A HBeAg [l lg(HBV DNA) WBC %k PLT 14k
(5/%) (%) [#,(%) ] (B, (%) ] (1U/ml) (x10°/L) (x10°/L)

AT 69 57/12 45.2+11.3 31(44.9) 28(40.6) 5.19£1.96 6.43 £3.02 112.87 +£71.82
X B2 76 68/8 48.9 £11.0 55(72.4) 26(34.2) 4.95+2.02 8.26 +4.17 95.82 £58.92
Xz/t/U & 1.433 -1.968 11.284 0.628 0.725 -3.046 1.569
P 0.231 0.051 0.001 0.428 0.470 0.003 0.119

215 i PT ALT AST Alb TBil SCr MELD -4y

(s) [IU/L,M(Pys,Pss) ] [TU/L,M( Py ,Ps5) ] (grdl) (mg/dl) (mg/dl) ()

AP 69 24.47 £4.52  364.0(130.5,577.0) 298.00(185.0,769.0) 33.07 £5.25 21.36 £9.66 0.78 £0.19 22.43 £4.44
popiiE| 76 31.60 £8.91  400.0(133.3,788.0)  259.50(132.3,961.0) 30.83 £3.41 24.12+9.91 1.25+£0.93 30.29+7.23
Xz/l/U{ﬁ -6.159 0.010 0.040 3.082 -1.696 -4.301 -7.800
P{i <0.001 0.992 0.968 0.002 0.092 <0.001 <0.001
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X R 76 23(30.3) 23(30.3) 20(26.3) 6(7.9) 56(73.7) 47(61.8) 73(96.1) 23(30.3) 11(14.5) 49(64.5)
XZ{E 12.296 24.818 18.056 9.193 22.129 20.303 5.965 24.818 10. 807 28.734
P <0.001 <0.001 <0.001 0.002 <0.001 <0.001 0.015 <0.001 0.001 <0.001
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