7

28 7

e Cri e SHRERT ARk (MR ) 2008 4F 28

1% 5 1 1)

ILUTPﬁaﬂHAM%mm*%%
55 58 -t A W A S A 5

BXE, g, AL, Ak (FEWELRER, ¥ 250021)

B E: MW WRIL- 17718 L RUNT R B % s o R A A T I S AT RATREAL AR CE . ik

PR AT O ELISAVE N 5 344011874 Z. M 46 o 32451 AT 2 BFREAK. . 2645 18 % o 7Y 2, B0 B 9¢ 5535 7220

1 ) R G L A TL- 17K, R RS UAS [ Child-Pugh 2 208 98 M RF AL B8 mIRTL- 170K 5 .
GR FAMBE SR RIEIL- TR RSk 5. SFt U mig i 2 R A =R

RARMBETST (P<0.0D) , BRILTNTRAL RN RA 2 W CRES T EZER (P =0348)

Child-Pugh B CHLBEZHSAZELMEIL, MFRIL-17TMRIAEFH R ESTHE L (P<0.0D .
it 1L-17518 M TN W R LR IFET A2 ) W] R 5 D) K AR

KERE: BT mANAFR-1T HRELL; HET4EfL

The expression of 1L-17 in patients with chronic HBV infection and its relation to liver cirrohosis

DU Wen-jun, CHEN Shi-jun, XING Zhi-zhi, QIN Lai-ying(Jinan Infectious Diseases Hospital, Jinan 250021,
China)

Abstract: Objective To study the expression of IL-17 in patients with chronic HBV infection and its
relationship to liver cirrohosis. Methods IL-17 in sera of 34 cases of liver cirrohosis, 32 cases of chronic
hepatitis B, 26 cases of chronic severe hepatitis and 20 cases of healthy control were measured by double
antibody sandwich ELISA, respectively. The expression of IL-17 in patients with liver cirrohosis based on
score of Child-Pugh were also measured. Results The expression of IL-17 in patients with chronic HBV
infection was higher than those in healthy controls (P < 0.01). The expressions of IL-17 in patients with liver
cirrohosis showed statistical significant among different groups based developing on score of Child-Pugh.
Conclusions 1L-17 may play an important role in chronic HBV infection and development of liver fibrosis.
Key words: Chronic hepatitis B; IL-17; Liver cirrohosis; Liver fibrosis
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