32 EE 2 ¥O= % OE KR ¥ o I Vol. 32 No. 22

2010 4E 11 A 30 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Nov. 30 2010 2417
s i >N\ 3
LEHE 1000-5404 2010 22-2417-03 T %—

EEfFMFEHATIEE BT EESNE M Thl7 402544 #2200
REAE H K HREH ket THE 100039 Jb57 #7245 302 B2 i e A MG F S s

ME  HM MREYRT entekavir ETV JEY7& M R4 o Thi7 iy Aefk Jjik 72N H ETV
YAIT B AN [ ) ) S HBV JER gy 20 38 R At BT HRSE W K L 4o 2 M3 A AR i B Az 4 .. PMBC R 1 ¥ vh & B %
JRBER bR Y HBV-M  ZHF RS H IR E i HBV DNA  NERREE RS ALT LA A I Y Th7 41 i 454
g N ETV JRYT IR A5 ALT J HBV DNA M 4 JFF iR 3B N BE  IL-17 7 J IL-17 " IFN-y ~ T 2l 55 5CFE 55 4
FANB RIS L1177 6.32+2.26 % 1L-17"IFN—y~ T 4.68 +1.73 % FHGZEW IR 24 & 16 48 FInEE T34
OTEFTE A S T @RI P <0.05  IL-17 T IFN-y " T 408 09 AT 4055 4 0 8 Fh s 76 36 & a3k ) e {8
IL-17*IFN—y* T 1.92+0.97 % 7 48 JEINFHA G TR (HAE AT A i) 0 5 25 P e st i P <0.05 &5 ETV 7%
AR HIFEEE R A R RRUSREATAARPY Th17 ZEM AR T URE MR P A AE RN A UEE ] At ] RE 1) 55 DL T B 72 119
HE

XEIR REBRT CHWEE Thl7 4i

REESZES  RS512.62 R446.61 R978.7 XERERER A

Profiles of circulating Th17 cells in chronic HBV patients after enticarvir antiviral

treatment

Song Chunhui Yang Bin Chen Liming Zhang Jiyua Wang Lujun Liver Disease Research Center for Biological Therapy No.
302 Hospital of PLA  Beijing 100039 China

Abstract Objective  To investigate the profiles of Th17 cells in chronically HBV-infected patients
with enticarvir ETV  treatment. Methods Serum and peripheral blood monouclear cells PBMCs were ob-
tained from 9 enrolled CHB patients who admitted in our center in December 2008 and 9 matched health con-
trols. The patients were administered 0.5 mg ETV once per day for 48 weeks. Their ALT HBV DNA HBV
markers as well as the frequency of Th17 cells were measured and monitored in 4 12 24 36 and 48 weeks
after the treatment. Results There was a significant decrease in ALT and HBV DNA levels in patients after 4
weeks’ ETV treatment but the percentage of peripheral 1L-17* and IL-17 "TFN-y~ T cells were significantly
increased from the 4th week  6.32 £2.26 % and 4.68 £1.73 % respectively and then gradually de-
creased later till 24 weeks even almost closed to the baselines at the end of 48 weeks’ treatment but they still
higher than the counterparts in healthy controls at any time point. The percentage of peripheral IL-17 * TFN-y*
T cells was increased significantly at the 36th week  1.92 £0.97 %  and then decreased significantly after
48 weeks’ treatment though much higher than that of healthy controls at any time point. Conclusion ETV
efficiently suppresses HBV replication which may be correlated with the decrease of Th17 cells and thus might
attenuate hepatic inflammation in the disease.
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