658 FTHREF 201253 A% 41 5% 7H

BHEZRFREBEINEL Th17 @EMRIERIGERENX

OR.A A ERE
(. BB RFWEERREA. THEB 226001;2. §BRKFEFRLAFHAT . L HHE 226001)

B E:HM RTRM AL CHB & F 5 Fh Th17 M fik IL-17 KF AL 5B RIGFGMEAR, FiE R
& 29 ) CHB & & (CHB &) B 17 4] 4 et o & (xF B 40D 51 8] e, SRR IR K 48 JL AL % A7 91 B e Th17 4n B 37 5 ; B B % 9% o W )
Z(ELISA) ik #e ) fo i 1L-17 K -F % HBV 4x &4 KL £ 22 R &84 K 5 (RT-PCR) %l & 75 HBV DNA # &, B & it 47
Ko desem . R CHB L&A 5 A Thl7 s je i & f iF IL-17 5K F & F 3§ AL (P<C0. 05) ; CHB 28 & 3 51 & £ Th17 4m fig
A E L ik ALT A F E48 % (r=0.582,P<C0.01) .M 5 s ik HBV DNA # & £ 9 248 % (r=—0.213,P>0.05), #if
Th17 mpeTH A5 T CHB# £ & K J.

KEW AT BB T HRCwmie. My FFsamiank 17; R AR 4R

doi;10. 3969/j. issn. 1671-8348. 2012. 07. 012 XHERFRIRAG A X EHS:1671-8348(2012)07-0658-03

Exprssion of Th17 cells in peripheral blood of patients with chronic hepatitis B and its clinical significance”
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Abstract: Objective To study the frequency of Th17 cells and serum I1.-17 level in peripheral blood of patients with chronic
Peripheral blood of 29 patients with CHB(CHB group) and 17

healthy people who underwent physical examination(control group) were collected. Flow cytometry was used to analyze the fre-

hepatitis BCCHB) and their relation to clinical parameters. Methods

quency of peripheral blood Th17 cell, enzyme-linked immunosorbent assay(ELISA) was adopted to detect the serum I1.-17 level and
HBYV markers and fluorescence real-time quantitative polymerase chain reaction (RT-PCR) was employed to measure the serum
HBV DNA level. Liver function tests were performed simultaneously. Results The frequency of Th17 cells and serum 1L.-17 level
in peripheral blood of patients in CHB group were both higher than those in control group(P<C0. 05). The frequency of Th17 cells

in peripheral blood of patients in CHB group showed positive correlation with serum ALT level (r=0. 582, P<C0. 01) ., while it

showed no correlation with serum HBV DNA level(»=—0. 213, P>>0.05). Conclusion

rence and development of CHB.

Th17 cells may be involved in the occur-
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