- 804 -

- FERRS

T Y A 20 A HB VAL 5 DR /N BRI 9 RE 43 4
FHIAE R HOAIE ST

R E REHE HATHE kU s

[HE] BH @ THBVHUSE BIEM T IETA I (CTLs) /S /N BUIT 288, 5 e
VR BEIEINHITEN I (MDSCs) {E %N S ITHBVEEIE RN U055 107G bl . sk il i
HBVEIE /N U IEAI R, PN U IR, LR, B84, LhFSEWECN L (Sensitized-
mice) P/EHBVHLEES FECTLs (HBV-specific CTLs, HBV-CTLs) o 4325 S0/ MU K Y HB V-
CTLs, lklalfings w12 HBVESERU/INEL, A0 e wr, 7S dy 3 dv 6 dF19 dZRHiE J B
LIS ALT/AST/K o 43 25 4 8/ BB BESRJR I MDS Cs, - ik S 5 HBV-CTLs %5 T 1 JH 4 /N R
IAEFEST R 24 h, RlE 5 BORINNE ALT/ASTACY, AT & . A, HEY G 440
JEARZRI ., 58 BN BB KU [ HBV-CTLs 1] 5 S HB VS 5L R /N TP 235145, IS ALT.
AST/K T #ash; H5CTLsH SN AL, CTLsHEAMDSCsi: 5 2H /Iy ST T 2 23 35 493 7 15 0k
B, /N BRI AL 2B KOF 3 AIG[ALT: - (2545 + 25.50) vs (80.67 & 11.57) , P < 0.05; AST:
(301.5 & 40.50) vs (249.0 + 79.00) , P > 0.05) ]. £5i€ EplkInl4 MR % S IMDSCs il 47 3k e
HBV-CTLs 5 5 1 28 /N R A 2345453

[R5 Y /N RBEAY, HBVEILRN R SEEH0HIEAN N, S MRt

Role of myeloid-derived suppressor cells in amelioration of murine hepatitis models in HBV transgenic
mice HE Gai-xia, ZHANG Heng-hui, CHEN Yan-hui, WEI Lai, ZENG Hui, CHEN Hong-song. Peking
University People’s Hospital, Peking University Hepatology Institute, Beijing Key Laboratory of Hepatitis C
and Immunotherapy for Liver Diseases, Beijing 100044, China
Corresponding author: CHEN Hong-song, Email: chenhongsong2999@163.com

[ Abstract] Objectives To establish murine hepatitis model in HBV transgenic mice and to
investigate the role of Gr-1"'CD11b" myeloid-derived suppressor cells (MDSCs) in attenuating liver injury in
immune-mediated murine hepatitis model. Methods Repetitive intraperitoneal injection of liver homogenate
from HBV transgenic mice into naive BALB/c mice (recipient mice) was performed at once a for four weeks.
HBV-specific CTLs (HBV-CTLs) were from spleen of recipient mice. Tumor-induced MDSCs were isolated
from bone marrow of tumor-bearers and purified by magnetic system. HBV transgenic mice were treated
with HBV-CTLs injection (1 x 10"/per mouse, i.v.) or co-injection of HBV-CTLs (1 x 10"/per mouse, i.v.)
and MDSCs (5 x 10°/per mouse, i.v.). Serum ALT/AST levels were detected before and 24 hours after cells
transfer to evaluate the liver injury. Paraffin-embedded liver tissue was sectioned for HE staining. Results
HBV-CTLs injection caused acute liver injury in HBV transgenic mice were observed, characterized by acute
increase of serum ALT and/or AST levels. Co-injection of CTLs and MDSCs could effectively attenuate liver
injury in hepatitis mouse model (ALT: 254.5 & 25.50 vs 80.67 & 11.57, P < 0.05 and AST: 301.5 & 40.50
vs 249.0 &= 79.00, P > 0.05). Morphological analysis showed alleviation of liver injury in mice injected with
HBV-CTLs and MDSCs. Conclusion These results demonstrate that tumor-induced MDSCs play a role of
suppressing immune-mediated hepatitis.
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