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Relationship between immune state and prognosis of patients with HBV-related acute-on-chronic liver failure
TANG Yu-zhen, CHEN Zhu, WANG Li, ZHU Li, WU Bei, Li Shou-juan (Department of Hepatitis, Public
Health Clinical Center of Chengdu, Chengdu 610066, China)

Abstract: Objective To explore the immune state of patients with hepatitis B virus related acute-on-chronic
liver failure (HBV-ACLF) and the relationship with prognosis. Methods Total of 72 patients with HBV-
ACLF from January 2014 to December 2014 in our hospital were enrolled as the observation group (HBV-
ACLF group) and divided into recover group (38 cases) and deterioration group (34 cases) according to the
prognosis. While 72 patients with chronic hepatitis B (CHB) were enrolled as the control group (CHB group).
The immune indexes such as immunoglobulin (Ig), complement (C) and T-lymphocyte subsets were tested
and analyzed, respectively. Results Compared with control group, HBV-ACLF group had higher levels of
aspartate transaminase (AST), total bilirubin (TBil) and Fibroscan value, and fewer cases accepted antiviral
treatment. The levels of IgG and IgA in observation group were (19.96 + 6.13) g/L and (3.19 + 1.27) g/L,
respectively, which were much higher than those in control group (¥ = 12.13, 12.85; P = 0.001). The levels
of C3, C4, CD3'T cell and CD4'T cell were (0.38 + 0.26) g/L, (0.07 £ 0.06) g/L, (908.72 + 376.33) cell/ul and
(428.97 + 1183.36) cell/ul, respectively, which were much lower than those in control group (F = 46.33, 24.62,
16.27 and 3.60; P << 0.05). Male patients and complications in deterioration group were more than those
in recover group (° = 8.05, 3.99; P = 0.005, 0.046). No cases accepted antiviral treatment in deterioration
group, the levels of ALT and AST were significantly higher (¥ = 4.69, 5.43; P = 0.04, 0.03) and the levels of
C3 was significantly lower than those in recover group [(0.24 = 0.07) g/L vs (0.51 £0.34) g/L, F=12.14, P =

0.001]. The immune index C3 had some relationship with disease deterioration according to Logistic analysis.
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Conclusions Patients with HBV-ALCF have autoimmune disorders including high-level immunoglobulin,

low-level complement and T cell loss, and the declined level of C3 may have a certain relationship with

disease deterioration.
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& 1 ACLF {15 CHB AR —MRIE R R R EIEFRAVELER
21 5] (283 FHE[H (%) ] s (xxs, %) HBeAg FE [ #] (%) ]  #473mEFEFT [# (%) ]
ACLF 4 72 64 (86.10) 40.78 £ 10.64 26 (36.11) 18 (25.00)
CHB 41 72 58 (80.55) 3833+ 1147 25 (34.72) 30 (41.67)
st 21h 7 =051 F=1.14 7 =0.02 7 =450
P1h 0.48 0.29 0.89 0.03
s HBV DNA ALT AST TBl FS {4
(x+s, IU/Mmb (x+s, UL) (x£s, UL) (x#£s, pmol/L) (x*s, kPa)
ACLF 4 5.11+2.15 1035.75 + 888.27 945.42 + 1017.59 348.00 + 141.36 3524+ 15.79
CHB 41 5.65+2.15 826.47 + 549.62 559.44 +429.92 95.84+91.33 23.56+ 15.71
st 1E F=152 F=227 F=17.68 F=125.24 F=1322
P& 0.22 0.14 0.007 0.00 0.00
s PTA 1gG IgA IgM c3
(x£s, %) (x+s, g/L) (x+s, g/L) (x+s, g/L) (x£s, g/L)
ACLF 4 24.04+8.83 19.96 + 6.13 3.19+1.27 1.55+0.82 0.38+0.26
CHB 41 49.96 + 4.42 16.14 £4.97 238+ 1.01 1.45+0.67 0.73 +0.24
Gite il F =47.00 F=1213 F=1285 F=0.49 F=4633
P& 0.00 0.001 0.001 0.49 0.00
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(x+s, g/L) (x+s, faff/ul) (x*s, @@fe /uD) (x+s, 2aff /ul) (x+s)
ACLF 4 0.07 = 0.06 908.72 + 376.33 428.97 £ 1183.36 304.53 +254.16 1.44 4 0.96
CHB 41 0.15+0.08 984.83 + 382.22 524.09 +202.73 392.79 +210.04 1.55+0.65
%t B F=2462 F=1627 F=3.60 F=0.60 F=0.89
P& 0.00 0.00 0.01 0.615 0.34
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285 L3 FBH[# (%) ] i (xxs, &) ARIB [ (%) ]
PV} 34 34 (100.00) 42.65+9.03 12 (3529
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%it Ml - 7 =8.05 F=0.99 2 =3.09
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28 3) HBeAg Fats [ 4] (%) ] HBV DNA ( x%s, IU/ml) ALT (x%s, U/L) AST (x+s, U/L)
En 12 (35.29) 5.53+1.66 1358.29 + 1044.13 1339.18 + 1277.66
P il 14 (36.84) 5.74+1.41 747.16 + 615.61 593.11 + 533.79
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povid:l 362.24 +161.39 41.52+15.72 17.76 = 5.82 20.59 +6.76
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EE-2 17.588 7734.930 4357 0.000 1.001 0.998
R IE -1.660 1.250 0.190 0.016 2.199 0.180
ALT 0.000 0.002 1.000 0.996 1.004 0.932
AST 0.002 0.003 1.002 0.996 1.008 0.457
C3 -25.473 9.026 0.000 0.000 0.000 0.005
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