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Expression and inhibition effects of hIL-10 in NIH3T3 cells on lymphocytes proliferation
WANG Xiao-ping, ZHAO Xiong-fei, YI Shao-xuan, CHEN Yu, TAI Guang-ping (State Key Laboratory of Trauma, Bums and Com-
bined Injury, Institute of Burns, Southwest Hospital, Third military Medical University, Chongging 400038, China)

Abstract: Objective To study the inhibition effects of hIl-10 on graft rejection. Methods

Retroviral vector

carrying hlIL-10 ¢DNA was successfully constructed, and introduced into package cell line PA317 through the lipo-
some transfection (DOTAP) method. The pseudovirus producing cell clone was acquired by screening with G418,
The pseudovirus was used to infect murine fibroblast cell NIH3T3. Results  After screened, the NIH3T3 cells ex-
prer';sing hIL-10 were obtained. The expression of hll-10 was detected by in situ hybridization and ELISA. The inhi-
bition of hIL-10 to lymphocytes proliferation in MLC was determined with *H-TdR. Conclusion The supernatant of

infected NIH3T3 cells were immunosupressive to MLR, suggesting that hIL-10 may serve as an ideal material for in-

hibiting immunoresponse in allograft transplantation.
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Tab 1  Assay of titer of pseudovirus

Type PLXSN(CFU/ml) pLXHIL-100 CFU/ml)
1 2.38 % 1P 4.35 % 10°
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Tab 2 The result of ELISA
Group 1 2 3 4 5 6 7 8 9 0 10 12
A 00R 00K 086 0.4 0.2 0.137 0.7 0.114 0.100 0.176 0.140 0,12
B 0,06 0.052 0.089 0.082 084 0178 0.2 0,115 0115 0.158 0,150 0.KB

I: Control group; 2,3: No infected; 4,5: pLXSN infected; 6 - 12: pLX-
HIL-10 infected
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Fig 1 The inhibition effect of hIL-10 in the supernatant of
infected NIH3T3 cells on MLR
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