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Abstract:  [Objective] To investigate serum CCL20 level and its influence on the patients with HBV related acute-on-chronic
liver failure (HBV-ACLF). [Methods] Peripheral blood samples were collected from 30 patients with HBV-ACLF, 30 patients with
chronic hepatitis B (CHB) and 27 normal controls (NC). Serum CCL20 level was measured using ELISA. HBV-DNA loads were
measured by fluorescent PCR. The presence of HBeAg and AFP levels were measured by automated chemiluminescence assay. Serum
CCL20 levels in HBV-ACLF patients and their correlations with HBeAg presence, HBV-DNA loads and liver function were analyzed.
[Results] Serum CCL20 levels were significantly elevated in patients with HBV-ACLF compare with NC subjects and CHB patients (P
< 0.001). CCL20 levels were positively correlated with Thil levels (P = 0.048) and AFP levels (P=0.021). Higher CCL20 levels were
found in patients with lower HBV-DNA loads than those with higher HBV-DNA loads (P=0.044). However, no significant differences
in CCL20 levels were observed between HBeAg-positive and HBeAg-negative patients with HBV-ACLF. [ Conclusion]  CCL20
chemokine may contributed to the mechanism of HBV-ACLF, and overproduction of CCL20 may indicate latent capacity of hepatocyte
regenaration.
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Table 1 Clinical characteristics of the populations enrolled in this study

NC(n =27) CHB(n = 30) HBV-ACLF(n = 30) P
Gender(male/female ) 25/2 30/0 29/1 0.303
Age/years 37.0+ 1.4 37.1 £ 2.1 415+2.4 0.199
Thil/ (pumol/L) ND 280(46 ~ 806) 534(198 ~ 1 154) <0.001
PTA/ (%) ND 68(45 ~ 126) 31(13 ~40) <0.001
ALT/(U/L) ND 233(34 ~2424) 188(26 ~ 1 688) 0.584
AST/(U/L) ND 192(52 ~ 2 646) 187(66 ~ 1 561) 0.852
ALB/(g/L) ND 38.93 + 0.87 35.64 £ 0.95 0.008
AFP/(ng/ml) ND 109(2 ~ 1210) 73(1 ~950) 0.279
HBeAg/(P/N) ND 16/14 12/18 0.438
lg (HBV-DNA)/(U/mL) ND 5.35+£0.23 5.04 +0.28Y 0.389

1)HBV-DNA could not be detected in 5 patients with HBV—ACLF in this study. ND; not detected
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Table 2 relation of CCL20 levels with liver function

Correlations between CCL20

Correlations between CCL20 and

CHB(n =30) HBV-ACLF(n = 30) and liver function in CHB liver function in HBV-ACLF
r P r P
Thil/(pmol/L)  280(46 ~ 806) 534(198 ~ 1 154) 0.618 <0.001 0.364 0.048
PTA/% 68(45 ~ 126) 31(13 ~40) -0.467 0.009 0.323 0.082
ALT/(U/L) 233(34 ~ 2424) 188(26 ~ 1 688) -0.115 0.543 -0.103 0.586
AST/(U/L) 192(52 ~ 2 646) 187(66 ~ 1 561) 0.066 0.728 -0.184 0.330
ALB/(g/L) 38.93 + 0.87 35.64 + 0.95 -0.467 0.009 -0.046 0.809
AFP/(ng/mL)  109(2 ~ 1210) 73(1 ~950) 0.173 0.360 0.420 0.021
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Table 3 Relationship between CCL20 levels and HBV-
DNA loads or status of HBeAg

Group n  CCL20/(pg/mL) Z P

HBeAg status ~ positive 12 447 + 62 -0.640 0.528
negative 18 51271
leg(HBV-DNA) <35 13 567 + 62 -2.013 0.044

/(U/mL)) =5 12 285(128 ~ 945)

1)HBV —=DNA could not be detected in 5 patients with HBV —
ACLF in this study.
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