- 326 - Fp A S TN AC S s A R (L AR) 20154E6 H #1594 %5311 Chin J Exp Clin Infect Dis (Electronic Edition), June 2015, Vol. 9, No.3

IR IR -
1Pk LU 28 85 A 23 FR A F R = A1 2
Rk S IR ARRE L AR

RAF FHE EREIM OBEFRET EFMR FER OREE HER #AR'

[(HZE] B8 VP HRIWNDNAPNZ R — BOZERRZ 12 (AIM-2) 7M1 OB EH
TR R0 o3 A Je J0 5 P SO A FR FE AR DG o T3 RIS 483U 27 J5 % 544 CHB
FFLLAUSEIFRA . 19618 I 2tk F D B8 5835 (HBV-ACLF) JFFR R A 5 3 4L 2 UR5 A< K2 204514k B it A
TN FR A AT AIM-24 0, ) H Image-Pro-Plus 6.0 450l iz AIM-2F3 73 W G EAH . THAE 4121 480
FEEE 5y NG~ AR EALFEE 73 A S0~4, FFIMTHAIVE Yy o 920 18] LR FH BT AR AR (R AR RIS 565
% Y1) L% F Kruskal-Wallis5:36 73 A7, 45 230408 (AU AH 5GP 23 A1 K FH Spearmantf E 7 . 4558 AIM-2
PR AL T IS A S LT A o IR AU R D KIS, HBVAR B R M RE B E ML, &
T 20 20 ATM-2 3R 43 WK A P A 3 7EHBV-ACLFZH 4y 19 772.48, 4.3 w5 T-CHB41 {14 996.88 (Z
=5.008, P < 0.001) ; CHBZLE = m T FAL2 296.49 (Z=—3.028, P=0.002) ; T4
AIM-2E B 7K 5 IR R EHATESY IEAHOE (= 0.707, P << 0.0001) . £ AIM-275 IF 3 202U
bk RTENSIE CBIRT R G ITA LIRS B8, BB IE 985 (0 b0 2 i IR 3G 5, 7R AIM-2
AT BEEAS P £ T 9 FIE B AL i v R 4 EE A

[R881E] BEFRRZINT 2, WaitE 98, 28, 18k HARIZL SO0 R

Expression of absent in melanoma 2 in the liver and correlation with the degrees of liver damage in
patients with chronic hepatitis B Pang Xiuging', Li Xinhua', Mo Zhishuo', Feng Zhiying’, Pan Yuhang’,
Lei Ziying', Zheng Xingrong', Gao Zhiliang', Xie Dongying'. 'Department of Infectious Diseases, The Key
Laboratory of Infection Prevention and Control of Tropical Diseases of Ministry of Education, The Key
Laboratories on Liver Disease Research of Guangdong; “The Pathology Department, The Third Affiliated
Hospital, Sun Yat-sen University, Guangzhou 510630, China
Corresponding author: Xie Dongying, Email: xdy-gz@163.com

[ Abstract] Objective To investigate the expression of absent in melanoma 2 (AIM-2) in liver of
patients with chronic hepatitis B, and to evaluate the correlation between the expression level of AIM-2 and
the degree of liver damage. Methods AIM2 were detected in 73 liver specimens including 54 from common
CHB patients, 19 from patients with acute-on-chronic liver failure (HBV-ACLF), and 20 from healthy
controls by immunohistochemical staining. Semi-quantitative of the integral absorbance were conducted by
the software Image-Pro-Plus 6.0. The correlation between the AIM-2 levels and the degree of liver damage
were analyzed, respectively. Results AIM-2 expression was exclusive to the hepatic cellular cytoplasm
in the liver tissue of patients with HBV. The median integral absorbance of AIM-2 in CHB patients was 4
996.88, which was significantly higher than that in healthy controls of 2296.49 (Z =—3.028, P = 0.002), but
was less than that in HBV-ACLF patients with 19 772.48 (Z =—5.008, P < 0.001). The integral absorbance
of AIM-2 in CHB patients was also positive correlated with the score of histological activity index (HAI) in
liver (r = 0.707, P < 0.0001). Conclusions AIM-2 rarely expressed in healthy liver, but significantly up-
regulation were found in patients with chronic hepatitis B especially in patients with acute-on-chronic liver
failure, indicating that AIM-2 may contribute to the pathogeneses of liver damage in chronic hepatitis B and

liver failure.
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