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[Abstract] Objective To explore the clinical features and long—term prognosis of HBV-related acute—on—chronic liver failure
(HBV-ACLF) in patients with chronic hepatitis B (CHB) induced by discontinuation of nucleos(t)ide analogues (NAs). Methods A total
of 1,164 patients with HBV—ACLF who were admitted to our hospital from June 2014 to June 2019 were included in this study, and they
were divided into drug withdrawal group (n=187) and non-drug withdrawal group (n=977) according to the use/discontinuation of NAs.
The patients were followed up and their clinical features were observed. The correlation between the drug withdrawal time and ACLF,
and the long—term overall survival rate were analyzed. Results The HBeAg positive rate and HBV DNA load of the drug withdrawal
group were significantly higher, while ALB and PLT levels were lower than those of the non—-drug withdrawal group (P < 0.05). For
clinical events related to liver disease, the incidences of sepsis and pulmonary infection were higher in the drug withdrawal group than
those in the non—drug withdrawal group (P << 0.05). The median drug withdrawal time of the drug withdrawal group was 6.0 (2.0, 20.6)
months. The correlation analysis showed that there was no significant correlation between the classification of ACLF and the withdrawal
time (r=0.083, P=0.257). The overall survival rates of the drug withdrawal group on 30 d and 90 d were significantly lower than those of
the non—drug withdrawal group (P << 0.05). On 360 d, there was no significant difference in overall survival rate between 2 groups (P >
0.05). Conclusions As HBV-ACLF is triggered after drug withdrawal, the HBeAg positive is rate, HBV DNA load and the incidence
of sepsis in patients with ACLF increase significantly. Drug withdrawal will affect the patient’s short—term survival rate. The short—term
mortality of patients with ACLF in the drug withdrawal group is higher, but there is no significant correlation between the length of drug
withdrawal and the severity of the disease.
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Table 1 General information and laboratory test results of patients
i H 152541 (n=187) 52541 (n=977) Uzl x Pl

B[ (%)] 163(87.17) 831(85.06) 0.560 0.454
AR (%) 44.10+10.50 44.77£11.60 0.734" 0.463
¥k (mmHg) 78.01£21.29 79.09+20.33 0.660 0.509
I [ ] (%)] 63(33.69) 342(35.01) 0.120 0.729
FFEAE [ 5] (%)) 162(86.63) 880(90.07) 1.980 0.159
LRI [ 6] (%)] 16(8.56) 68(6.96) 0.523 0.470
ML [ (%)) 4(2.14) 51(5.22) 3.310 0.069
TEPEER [ 6 (%)] 2(1.07) 17(1.74) 0.440 0.507
MELD #F43 (47) 28.34+8.89 27.72+48.51 0.906" 0.365
HBeAg(+)[ il (%)] 101(54.01) 334(34.19) 25.803 0.000
HBV DNA ##t (Log,IU/L) 5.72+1.71 5.16+1.91 3.733 0.000
ALT(U/L) 129.0(63.5, 306.5) 122.0(60.0, 428.0) -0.020" 0.665
AST(U/L) 169(106, 330) 156(98, 340) 0.984" 0.506
TBIL(umol/L) 446.04+193.19 426.83+179.05 1.327 0.185
TBA(umol/L) 263.40+109.89 252.27+143.11 1.008" 0314
ALB(g/L) 31.77+4.91 32.69+5.25 2321 0.021
1liL3#% Na'(mmol/L) 133.7146.31 134.01+£7.25 0.529" 0.591
Ser(umol/L) 73.0(59.0, 106.6) 74.0(59.0, 112.0) -0.155" 0.877
BUN(mmol/L) 5.4(3.5,9.1) 5.4(3.5,9.4) -0.001" 0.999
WBC(x10°/L) 8.66+5.42 9.18+5.96 1.109" 0.268
NEU(%) 73.49£10.77 71.87+11.49 1.784" 0.075
HGB(g/L) 112.35+25.06 113.10424.11 0.387" 0.699
PLT(x10°/L) 65.0(42.5, 93.5) 78.0(51.0, 133.0) -3.258" 0.000
PT(s) 31.24+12.13 30.71+12.87 0.521° 0.603
PTA(%) 27.94+12.71 28.76+12.52 0.819" 0.413
INR 2.59+0.99 2.53+1.05 0.722 0.470
eGFR[ml/(min-1.73m?)] 125.13(78.96, 164.91) 127.96(76.81, 162.88) -0.080" 0.937
Child-Pugh 74 [ 5] (%)] 0.591 0.442

A% 2(1.07) 11(1.13)

B % 74(39.57) 416(42.58)

C % 111(59.36) 550(56.29)
ACLF 4340 [ 491 (%)] 1.805 0.179

FLIg 60(32.09) 330(33.78)

i 47(25.13) 299(30.60)

7] 80(42.78) 348(35.62)

W %o fH; # Z{H; Scr. MENUEF

23 HBAEZARINYS ACLF KAEN (525418
H A 25 R 6.0 (2.0, 20.6) N H, A
[f] ACLF 739%\i4i, ACLF- LS 25RT Ry 5.5
(2.0, 145> ™~ A, ACLF- i H] {5 25 i} 6] & 5.0
(2.0, 18.7) ~H, ACLF- MfE=24mtE 6.0 (3.0,
20.6) NH . MM TES R B8, ACLF (19431
Syt oA ME (7=0.083, P=0.257) .

24 HEMED SO OS bt BT BE T E
Wi s BEbE T, T ALREVI ] A 1 4R, Bl
L REFE RV FET e 3R IR, 1164 i &
FHrh g7 81 1 (6.96%) o Hirh, =z
BeRIdeii 8 ], BEVFZE 12 d 2 1 4], BEFZE 30d
g5 3, BESZ TSR 1), AR 4H e B 2k
Vi 58 ], Bt 30 dkys 7 A, BEVIE 79 dR
Pi L6, BEVIZE 90 d 217 1 6, $E2HFASHE 1 41,
52420 28 d LA % 90 d 1) OS ¥ i F (K F AR5 25 41

(P¥J<<0.05) ; 360dH}, 24H8EM OS ML,
ERIG =L (P> 0.05) , WA 1, %3,

NAs E MG IR HBV (7 I FEZ 259, 74
il HBV il Jle 40 RAE . AT Dy RE 12k
R HoAth I Ay 1 B B U RS FE
R X NAs [ S f5s AR HERR T R I,
{EAT A &R SR B AFAEMONNE 25, AL Al 25 M B
EEZ NS, RKHIESRRE L, R
ZfifaE ¥, —TA % CHB &S HPUR S
J5 i) Meta 230 HT 9T WoR, SR 15 20 5 RS 524
T AR A ] B FE K TR B, 152505 24 A RYE
KREIE 93.3%". A K NAs 15 5 51 & B[]
I PREE Ry, B R M I R A5 B 5 55 0 o5 22—
X} CHB £ #5152 24 5 I I PRAFAE L2 i 254 7434



fEYwR(ER 2021456 H 30 H %5344 43 Infect Dis Info, Vol. 34, No. 3, June 30, 2021 <225 -

x2 2ABEERMEBRFREREER

Table 2 Duration of hospitalization and complications of patients in 2 groups

WiH 15254 (n=187) b4 (n=977) ZI XK PlE
FEBERTE] (d) 28.00(9.50, 43.50) 23.00(7.75, 39.00) -1.731" 0.083
SBP[ 4] (%)] 94(50.27) 531(54.35) 1.052 0.305
JitiEB G [ 5] (%)] 39(20.86) 155(15.86) 4.855 0.028
JHeTEIE [ 1] (%)] 16(8.56) 47(4.81) 4301 0.038
HaL A 2L [ ) (%)) 158(84.49) 847(86.69) 0.645 0.422
JEK [ 1] (%)] 0.047 0.829
g 34(18.18) 207(21.19)
7 55(29.41) 255(26.10)
ot 89(47.59) 463(47.39)
H 9(4.81) 52(5.32)
HifL [ 1 (%)] 29(15.51) 105(10.75) 3.489 0.062
HE[ 1] (%)] 0.757 0.384
¥ 120(64.17) 654(66.93)
I 6(3.21) 15(1.54)
1141 36(19.25) 199(20.37)
T 457 6(3.21) 64(6.55)
V3] 19(10.16) 45(4.61)
AKI[ ] (%)] 0.061 0.805
¥ 138(73.80) 718(73.49)
11 18(9.63) 122(12.49)
21 6(3.21) 54(5.53)
31 25(13.37) 83(8.49)
W x ZH
AT ST e CHB #8315 255, I BRAFAE 457
100.0 2 5155 & ACLF [ IRIE . 4538 Bow, KIE
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i 16.07% (187/1164) , % 7/~ {5 H NAs J& CHB &
£ 6oo # Kk ACLF B WA . Xmese’s U %t 698 4
% —— ] ACLF 88 B R GORRES 7 it o3 b, &2 PP 458
# 00 FHI NAs /5% ACLF 19 Lz 4 1 7F, 2016 4k 5]
0.0 21.49%, AWM RAFE, XA Hes I
Z A1 AR w5 1) A [R] K AT 9 491 %) s ] B g A G
°L, : . l : b3 215 {3 2 4L 4 1 R S 2 AL bR 4B 5 B
0.00 100.00 200.00 300.00 400.00
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Figure 1 Overall survival rate of patients in drug withdrawal
group and non-drug withdrawal group

£3 2ABEREE 28d. 90d #1360 d HRREERER
BRI [H] (%) ]

Table3 Analysis of overall survival rate on illness day 28,
90 and 360 of 2 groups[cases(%)]

205 28d 90d 360 d
152541 (n=174) 117(67.24)  77(44.25) 71(40.80)
254 (n=909) 678(74.59) 515(56.66) 440(48.40)
X MH 3.992 9.065 3.347
PIE 0.046 0.003 0.067
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