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Effect of rhIL —21 on NK -92MI Cells. Zheng Rui,Chen Baoguo,Yan Weihua,Li Boli,Zhang Weiguo,Gan Linghong. Taizhou Hospi-
tal of Zhejiang Province , Zhejiang 317000 , China

Abstract Objective To investigate the effect of rhIL. — 21 on NK - 92MI cells. Methods Using in vitro cultural experiments,
NK —92MI cells were treated with different concentration of rhIL. =21 and then the proliferation were tested at different time. In addition,
after NK - 92MI cells treated with 50ng/ml rhIL. — 21 for 48h or 72h,the NK - 92MI cell activity, apoptotic cells, the expressions of
NKG2D and granzyme — B was measured using FACS assay. The levels of IFN — yfrom the supernatants were detected by ELISA. The ex-
pressions of NKG2D, perforin, granzyme — B, and IFN - y mRNA were determined by RT — PCR. Results RhIL —21 inhibited NK -
92MI cell proliferation. However, rhIL. — 21 did not affect cell apoptosis. RhIL — 21 increased the expressions of the effector molecules
granzyme — B and IFN -y as well as activation receptor NKG2D at the mRNA and protein levels. Furthermore, compared with control,
rhIL - 21 enhanced the cytotoxicity of NK92 — MI cells against K — 562 target. Conclusion RhIL —21 could enhance the cytotoxicity of
NK92 — MI cells possibly by up — regulating the expression of activation and effector molecular, suggesting that IL —21 might have thera-
peutically effect to enhance NK cell — mediated antitumour responses.
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B & H BB Y AnnexinV/ Pl apoplosis kit, JIf 4 IiL 5 57
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IFN - vy Forward GGCTGTTACTGCCAGGACCCAT 339

IFN -y Reverse ~ TGCTTTGCGTTGGACATTCAAGT

Perforin Forward TCAGCCTGGGTAAACTCGC

Perforin Reverse TGCCAAGGAGGTCATCGTC oM
Granzyme B Forward GCCGACCCAGCAGTTTAT 274
Granzyme B Reverse TTCGCACTTTCGATCTTCC

B - actin Forward GGCGACGAGGCCCAGA 463

B — actin Reverse CGATTTCCCGCTCGGC

NKG2D Forward CTGGGAGATGAGTGAATTTCATA 16

NKG2D Reverse ~ GACTTCACCAGTTTAAGTAAATC
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A 24h 48h 72h
Ong/ml(n=3) 5.83+0.28 8.39 +0.40 11.84 £0.69
25ng/ml(n =3) 5.94 +0.60 7.84 £0.58 8.24 +0.80
50ng/ml(n =3) 5.61 £0.38 7.42 £0.44 7.49 £0.38
100ng/ml(n =3) 5.63 +0.23 6.88 +0.44 7.25+0.14
P 0.704 0.051 0. 000
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AR KB thIL - 21 15 52 4 FXT B4 78 NK - 92MI 4=
K 48h J5, Annexin V' /PL™ X I M 40 B 7 43 28 110 2%
St X [A) Skak 45" HRIE G, IL - 21 REAR HEA AL A I
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