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The co-culture of CIK cells with heat-shock hAMSCs' extract and the evaluation of anti-tumor effection”
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[Abstract] Objective To improve the proliferation,secretion of cytokines and in vitro killing of CIK cells,and to provide the
basis for the study of high quality CIK cells, heat shock hAMSCs extract and CIK cells were co-cultured. Methods (1) Conventional
induction culture CIK cells from peripheral blood mononuclear. (2) Processed hAMSCs by heat shock in 42 °C water bath for 1 h,
then collected supernate and extracted of hAMSCs after a 48 h incubation in 37 °C ,5% CO, ,co-cultured the heat shock hAMSCs'
extract with CIK cells (in a proportion of 370 pg # 2X10°). (3)the CIK cells number of 12,14,17 d were counted, the growth curv-
edrawed. (4) The secretion levels (pg/mL) of IL-2, TNF-¢ and IFN-y were tested by ELISA method. (5) The CIK's cytolytic activi-
ty to A549 cells were tested by MTT assay. Results (1) The experimental group joined the proliferation rate of hAMSCs extract
was significantly higher than the control group,control group and experimental group 12,14,17 d of cell were[ (5.26=40.01) X10°/
mL wvs. (5.640.00) X 10°/mL],[(6.2640.23) X 10°/mL ws. (9.37=+0.15) X 10°/mL] and [(8. 10+0. 75) X 10° /mL ws.
(11.00%1.67) X 10° /mL], respectively( P<C0. 05). (2) The results of ELISA showed that hAMSCs extract on early stage of CIK
cells secrete cytokines could promote ability, the secretion levels (pg/mL) of IL-2, TNF-¢ and IFN-y were (13. 49 0. 78 ws.
15.4943.47),(53.52+5.52 ws. 33.83+15.61) and (60.68419. 39 vs. 50.24+18.89),respectively (P>>0. 05). (3) The results
of MTT showed that,IC;, in control group and experimental group were 38. 604 18. 63 and 25. 62+ 8. 39, respectively (P>>0. 05).
Conclusion We co-culture the CIK cells with heat-shock hAMSCs' extract successfully;and the new method promoted the plication
capacity of CIK.
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shock
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1.1 bR A549 AT R R A M Ak ok U8 T rh Rk B I 2 i O 5
hAMSCs i 3% Y5 2% ¢ 40 fg T F2 52 56 % 32 fit s RPMI Medium
1640 .DMEM iy H 3£ [# gibco 2% &) 5 41 A F rhIL-18.rhIL-2,
PeglFN-o-2a ¥ iy [ 3& [E Peprotech 2\ 7] ; LEAFTMPurified
anti-human CD3 Iy [ 3¢ [& Biolegend 2\ ) 5 41 iy K T B Bk S0 7%
W BRI CELISA) 350 & B IR IIA R AR W AR A BR A A 5
Annexin V-FITC 2 g 4 T #5020 50 & 0 A BLAE 9 .
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12,1 CIK 48RS E R OSN30 mL F g0 s
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J I N = = s S (1 B N s = R B
2),2 000 r/min 0> 25 min, [ 4R T B L 550 5 T S 2
EHRzFREA OO, PBS Wkl E. Ll 1640 5545
B B PE (4~ 6) X 10" /mL, 7 4 ¥ B 2 h AR AR NG RE 4
., 3% 40 A U B R (1 ~2) X 10° /mL, [ B il A PegIFN-a-2a
(1000 U/mL), %5 2 XJm A A 40 i /- & (IL)-1(100 U/mL) |
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—20 CIRTE, & H s IE VR Ak 32 UK 58 5 hAMSCs N &
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95 % R AE K CIK 1915 57 B 6] 4 U 2 A ) 5 7 CIK 19 48 93
AE 77 Je AR 40 1 R T 4 9 BE 75 (2) $k 52 hAMSCs 2 B
NO F1 iDO % i E 48 i 47 72— 5 1940 1 4, #440K 50 hAMSCs
FEUY S CIK L1 5% L0 ) 48 5 S T 8 o6 4k SL R AR
BB Z A4 K 78 hAMSCs 2 U4 5 CIK Ay 54 te, s im A
NO F11DO FELT 5 Yol 2 o F 3k B2 40 6 A 400 1 4
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