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(=] BaY h HBV A 2k BT (acute-on-chronic liver failure, ACLF ) Fl1JA UL ATfii{k, ( decompensatory
cirrhosis, DC) B & /L2 EHi45 (acute kidney injury, AKI) HFFERFUSH2ZR . Fik  #LH 2016 47 12 A—2018 4 7 A
FEZETT N REE BN iy 252 4] HBV AH5G ACLF (HBV-ACLF ) 55 F1 119 f] HBV #5¢ DC (HBV-DC ) B#HE RSN,
R A B8 R B INE R O A IR R B KT, JEER AT BB BUS IS AL, 4R 252 fil HBV-ACLF 5 h &4 AKI
63 1] (25.00% ) , 119 fi] HBV-DC B# %A AKI25 ] (21.01%) , 2 A RFEMILE, 2RS4 EL (P> 0.05) .
5 HBV-ACLF- JE AKI 41 & A L., HBV-ACLF-AKI 41 & & JR i 5 /NS 01 AR WAn S WK E 28 TR, 90 d AEA7R
WERRL (P < 0.05) ; 5 HBV-DC- 3E AKI 41 % I, HBV-DC-AKI 41 5% 90 d A= 7% i Z A% (P < 0.05) .
HBV-ACLF-AKI 40 F 3 SE34 v (v A AE T I] 24 49.4 d, HBV-DC-AKI 2H FB 3 S 34 fv A AEIRH) oy 48.1 d Z2 K 224004t I s
5 HBV-DC-  AKI &2 #4H1t, HBV-ACLF- 3 AKI, HBV-DC-AKI, HBV-ACLF-AKI g% 90 d JET- X HR RIK K 3.442 .
5249, 7294 (P¥J<<0.05) . MEAh, AT, FFERGR AN T 5 90 d BT (P¥<<0.05) . 518 HBV-ACLF,
HBV-DC i # AKI &% #F X 5. HBV-ACLF, HBV-DC B # &A= AKI J5AAFR R E AT . AT KU o 5, i HBV-
ACLF & KA AKL G TG feZs o FEIRREEA PRI FR IR BB 45 TR 250, DA S T 2.
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[Abstract] Objective To evaluate the differences of acute kidney injury (AKI) events and outcomes in patients with HBV—
related acute—on—chronic liver failure (ACLF) and decompensated cirrhosis (DC). Methods Two hundred and fifty—two HBV-ACLF
patients and 119 HBV-DC patients were selected from Yan’an People’s Hospital from December 2016 to July 2018. The levels of urinary
biomarkers for renal tubular injury in the above—mentioned patients were detected, and the prognosis of the patients was compared and
analyzed. Results AKI occurred in 63(25.00%) patients of 252 HBV—-ACLF patients and in 25(21.01%) patients of 119 HBV-DC patients.
The incidence between 2 groups showed no statistically significant difference (P > 0.05). Compared with HBV-ACLF-non—AKI group, the
levels of urinary biomarkers for renal tubular injury were significantly increased in the HBV-ACLF-AKI group. The 90-day survival rate
was significantly decreased (P << 0.005). Compared with the HBV-DC—non—AKI group, the 90—day survival rate in the HBV-DC-AKI
group was also significantly decreased (P << 0.05). The mean median survival time was 49.4 d in the HBV-ACLF-AKI group and
48.1 d in the HBV-DC-AKI group. The multivariate analysis results showed that compared with the HBV-DC-non-AKI patients, the
90-day mortality risk HR of HBV-ACLF-non—-AKI patients, HBV-DC-AKI patients and HBV-ACLF-AKI patients were 3.442, 5.249 and
7.294, respectively (P << 0.05). In addition, older age, hepatic encephalopathy and ascites increased the risk of 90-day mortality (P << 0.05).
Conclusions The incidence of AKI in patients with HBV-ACLF or HBV-DC shows no significant differences. HBV-ACLF and
HBV-DC patients have shorter survival time and higher risk of death after AKI. Patients with HBV—ACLF have the worst prognosis after
AKI. In clinical treatment, more attention should be paid to these 2 kinds of patients and they should be managed in different ways.

[Key words] HBV; acute—on—chronic liver failure; decompensated cirrhosis; renal tubular injury biomarker; 90-day survival
rate; mortality risk; acute kidney injury; prognosis
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1.3 AEWbsEwRI B AR Y RE 12 AKI
JE YRS 10 ml B EEFR I, 7F 4 “C R LA 3000 rpm #5
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Table 1 Comparison of general information and clinical indicators in different groups
_ HBV-DC- l: AKI 41 HBV-DC-AKI £ ) HBV-ACLF- 3F AKI4] HBV-ACLF-AKI 4
g (njz) ! (n=25) L pi (11213")5) 8 (n=63) ot e
AERS (%) 51.21+18.97 45281522 1443 0.152 50.54+15.69 48.22+13.58 1.050 0295
I FOH ] (%)] 63(67.02) 15(60.00) 0.431" 0511 145(76.72) 42(66.67) 2495 0.114
HFREAL [ 7] (%)] 93(98.94) 25(100) 0.268" 0.605 79(41.80) 31(49.21) 1.054"  0.305
JEK [ (%)) 65(69.15) 22(88.00) 3.570" 0.059 114(60.32) 50(79.37) 3.175" 0.075
PR [ ] (%)] 10(10.64) 4(16.00) 0.547" 0.460 13(6.88) 11(17.46) 6.140°  0.013
L34 (mmol/L) 136.41%5.69 135.35+3.72  0.882  0.380 137.24+3.52 136.17+5.24 1.832  0.068
LI HH (mmol/L) 3.91+0.51 3.8840.67 0244 0.808 4.02+0.62 3.87+0.42 1.787  0.075
i35 LT 26 (mg/dl) 2.73+2.45 4214393  -2.318 0.022 17.31+10.36 25.62+11.69 -5.329  0.000
LI WLEF (umol/L) 0.77+0.23 0.69+0.16  1.635 0.105 0.99:£0.32 0.93+0.39 1267  0.206
MFEEN (/L) 31.49+5.34 31.86+3.71  —0.326 0.745 28.72+9.67 31.54+10.44 -1.965  0.051
FIAMI 4 (<10°/L) 3.79+1.86 4.09£2.59  -0.656 0.513 5.87+2.96 6.84+5.43 -1.794  0.074
MELD 143 (43) 17.09+6.15 19.52£6.67 -1.711  0.043 21.38+4.81 34.46+9.33 -14.400  0.000
Child-Pugh 43 (43) 7.56+2.96 11.2542.96  -5.540 0.000 11.08+2.22 11.68+2.48 -1.803  0.073
B/ BkERE 2 (ml/min) 103.21£16.51 45.89+14.37 15.827 0.000 113.82+16.22 42.52422.96 27.038  0.000
T kX
x2 AEAAEBESNEBRGEYREYKE
Table 2 The levels of biomarkers of renal tubular injury in different groups
- HBV-DC- E AKI 41 HBV-DC-AKI HBV-ACLF- JE AKI 4] HBV-ACLF- AKI 41
it (n=95) (n=25) ol PIA (n=189E) (n=63) i i
NGAL(ng/ml) 87.50+16.89 88.36+18.97 -0.220 0.826 89.26+13.25 172.13426.35 -32.659  0.000
CysC(mg/L) 1.3240.16 1.35£0.15  —0.844  0.401 1.35+0.12 1.49+0.18 ~7.007  0.000
L-FABP(ug/g) 6.97+2.98 6.89+3.15 0.118  0.906 5.56+3.35 12.51+8.36 -9.410  0.000
IL-18(pg/ml) 56.39+6.25 55.11+5.14 0.942  0.348 57.56+7.87 112.85+15.24 -37.236  0.000
KIM-1(ng/ml) 5.49+1.56 5.53£1.97  -0.108 0.915 5.58+1.48 6.89+2.13 -5.408 0.000
A B
ACLE DC
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Figure 1 Kaplan—Meier survival curve for 90—-day survival prognosis in different groups

R3 AEAEE 90 d £75EFE Kaplan-Meier BEZEEFSHER

Table 3 Results of Kaplan—Meier univariate survival analysis for 90—day survival prognosis in different groups

- e A
150 Ty (;‘)’]d HEAE ”‘;‘E S P @ HE P
HBV-DC ¥ 45.181 0.000
9k AKI 41 86(91.49) 8(8.51) 88.7
AKI 41 4(16.00) 21(84.00) 48.1
HBV-ACLF #£#% 62.798 0.000
4 AKI 4 118(62.43) 71(37.57) 85.7
AKT 4 23(36.51) 40(63.49) 49.4
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Table 4 Results of CoX regression analysis of 90—day mortality risk in patients

(s P CoX [a]1H Z [N Z CoX [A]1H
HR(95%CI) P{H HR(95%CI) P1E
AR 1.022(1.011 ~ 1.033) 0.000 2.773(1.786 ~ 4.305) 0.000
PE 0.340(2.346 ~ 0.049) 0.274
HE 2.871(1.899 ~ 4.341) 0.000 4.569(2.365 ~ 7.587) 0.004
INR 3.879(0.33 ~ 45.622) 0.281
MELD ¥4} 1.982(0.665 ~ 5.909) 0.220
FEER LT LI 1.075(0.917 ~ 1.260) 0.372
SE) bR 1.562(0.764 ~ 3.194) 0.222
ik 2.196(1.589 ~ 3.036) 0.000 8.356(2.301 ~ 30.346) 0.001
it S 3.162(0.463 ~ 21.581) 0.240
MIEARLEER 1.329(0.909 ~ 1.943) 0.142
LT EN 1.071(0.962 ~ 1.192) 0.210
Child-Pugh 143 2.861(0.486 ~ 16.846) 0.245
A Bz E] 1.561(0.863 ~ 2.821) 0.141
PG
HBV-DC- 3E AKI 1.000 1.000
HBV-ACLE- 9 AKI 3.278(1.557 ~ 6.900) 0.002 3.442(1.320 ~ 8.975) 0.011
HBV-DC-AKI 9.097(3.759 ~ 22.015) 0.000 5.249(1.445 ~ 19.062) 0.012
HBV-ACLF-AKI 7.988(3.825 ~ 16.685) 0.001 7.294(2.345 ~ 14.895) 0.000
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