v [ iR AR 97 2%

DTt |- o (AR RAT [ENGLISH
CHINESE J 0 |

JH TS % 3T P A P Befi iR

262~267. & JEIF 1R P9 i i 2 SR A A ANK G 2D Ls SN KR I A HVEE 15 T 0] 30 708, £ 4, 2 B RWIBHL BR 22  Bi, ok =57, () B0, 7. v [ o 74
YIiRYT 2%7%,2010,17(3)

#F R 4k 9 5 D 25 £ R 41 R A NKG2DLsH BRNK A U M3 /E . At T4

HEW L AR RYM BEP M 07 MO s

FTBERERY: BRILEE R MR, )4 )N 510282;) A ANRERE I, 174 )M 510080;F EEFHRY: BRILEE R MEFE, ) 4 )/ 510282;/
JTBERERY: BRICEE G M0Rl, )48 7N 5102825 T RS BRILEERE MRt )74 )M 510282 M EARY: BRICEE B Mkl )4 ) 5102825/
JFBERFRY BRITEERE MR, TR T 510282; M 7 EERBFAS BRITEERE MR, T 7% | M 510282;F i ERNRY: BRITEEBE Mgk, T 4 7 510282

RHEGH: FHRARFEREEHITNHE (No. 30973454) ; | A4 HARRESEE STH (No. 9251051501000007)
DOI:
WHE:

B BEHAN S T ET e Je i 25 SR CNE2/DDP4I fiENKG2DLs (natural killer group 2 member D ligands) & (0% SEH, K HATNKENH TR
WEPEIISE . 57k #ZABCG2  high CNE2/DDPHIABCG2  low CNE2/DDPAIAR R FRMIGK, SWTF84l: A EAAHE#FABCG2  high
. ABCG2 low CNE2/DDP4IJfl, B. FZH4rHI#EFEF B MBI ABCG2  high . ABCG2low CNE2/DDP #ijfl, C. GZ 4 5#FABCG2
high . ABCG2 low CNE2/DDP4IM/GEH4iiENKLI; D. HAEFME e & e ABCG2  high . ABCG2  low CNE2/DDPI )5 FHfirENK
Mo A ISR SRR ) L SO R AR 2. S A SV A R AL ZU NKG2DLs KL . 450L: AL By C. DFIE. F. G. HZLM& LI )
43549 (5.43+1.00). (8.50+0 35). (11 10+1.25). (13.56+1.23) dfll (9.00+1.00). (12.30+0.78). (14.50+0.50). (17.25+0.77) d, HiFje#
Je SNKGI e & b P4 (D FIH 41 SR &E ¢ P <0.01) . A, B. C. DFIE. F. G, HALMJERE/> 54 (2.63+0 89). (1.00+0 03). (0 65+0.0
8). (0.21+0.27) g#1(2.79%0.83). (1.18%0.77). (0.96%0.50). (0.86+0.82) g, J:mi#F/e /e 5NKA P& A B IR it de/h ¢ P <O 01) ; #F)8
B )8 L NKA I & A0 21 ¥ DZEFTHZR (4098 % 3 i h 9296 169% . &7 et Je LR M4 2 PNKG2DLs £k, HABCG2  high CNE2/DDP4ilfif e 1IN
KG2DLs#is#* T ABCG2  low CNE2/DDP 4iffl. &5it: £F)% e Wik $CNE2/DDPH M4 I IANKG2DLs, M iRNKA e .

KA HEHE BARAGANNE NKG2DML i  SWAITR B S AR

Sunitinib enhances inhibitory effect of NK cells against xenografts in nude mice by up regulating NKG2DLs expressions in multidrug
resistant nasopharyngeal carcinoma cells Download Fulltext
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Abstract:

Objective:To investigate the effect of sunitinib on NKG2D ligands (NKG2DLs) expressions and its influences on anti tumor effect of NK
cells. Methods: ABCG2 high CNE2/DDP and ABCG2 low CNE2/DDP cell implanted mouse tumor models were established and
were divided into the following 8 groups. A, E: inoculated with ABCG2 high CNE2/DDP or ABCG2 low CNE2/DDP cells; B, F:
inoculated with sunitinib stimulated ABCG2 high CNE2/DDP cells or ABCG2 low CNE2/DDP cells; C, G: inoculated with ABCG2 high

CNE2/DDP cells or ABCG2 low CNE2/DDP cells and NK cells;and D, H: inoculated with sunitinib stimulated ABCG2 high CNE2/DDP
cells or ABCG2 low CNE2/DDP cells and NK cells.Tumor formation times and rates, tumor volumes, and tumor inhibitory rates were
observed in different groups. NKG2DLs expressions in implanted tumor tissues were examined by immunohistochemistry assay. Results:
Tumor formation times in A, B,C, D, E, F, G, and H groups were (5.43+1.00), (8.50+0.35), (11.10+1.25), (13.56+1.23), (9 0041 00),
(12.30+0.78),(14.50+0.50), and (17.25+0.77) d, respectively, with those in sunitinib and NK cell combination groups (D and H groups) being
the longest ones ( P <0.01). Tumor masses in A, B, C, D, E, F, G, and H groups were (2.63+0.89), (1.00+0.03), (0.65+0.08), (0.21+0.27),
(2 79%+0.83), (1.18+0.77), (0.96+0.50), and (0.86+0.82) g, respectively, with those in sunitinib and NK cell combination groups (D and H
groups) being the lightest ones ( P <0.01); the tumor inhibitory rates in sunitinib and NK cell combination groups (D and H groups) were
62% and 69%. Sunitinib up regulated NKG2DLs expressions in implanted tumor tissues, with those in ABCG2 high CNE2/DDP cells
higher than those in ABCG2 low CNE2/DDP cells. Conclusion: unitinib can up regulate NKG2DLs expressions in CNE2/DDP cell
implanted tumor tissues invivo and enhance anti tumor effect of NK cells.

Keywords:sunitinib natural killer cell natural killer group 2 member D ligand (NKG2DL) nasopharyngeal neoplasmas xenograft in nude
mice
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