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The Influence of Tumor-Derived Heat Shock Protein 70 on the Expression of
Thl Type Cytokines of Tumor-Bearing Mice

FU Qing-guo, MENG Fan-dong , GUO Ren-xuan ( The Second Surgery General Department of the First Affliated
Hospital , China Medical University, Shenyang 110001, China )

[ Abstract ] Objective: To investigate the successive fluctuation of some Thl type cytokines in the peripheral blood of
tumor-bearing mice treated with tumor-derived heat shock protein 70( HSP70 ), explore the mechanism of HSP 70 in
breaking through the tumor-immunity tolerance of the organism with tumor-burden and in inducing effective anti-tumor im-
mune response, and provide valuable reference for tumor-derived HSP70 administration in treating human cancer. Meth-
ods: Cell culture, techniques for protein extraction and purification, SDS-PAGE, Western-blot, capillary electrophoresis,
ELISA technique and animal experiment were applied. Results: HSP70 could result in apparent tumor-inhibitory effect
and upregulate some Thl type cytokines( IL-2, TNF-B, and [FN-y ) in the peripheral blood of the treated mice gradually
to the frequency of HSP70 administration, and showed no reduction trend in two weeks after the final treatment. Statisti-
cally significant difference was observed contrasted with those of the control group ( P <0.01 ). Conclusion: Tumor-de-
rived HSP70 could dramatically upregulate the Thl type cytokines of tumor-bearing mice to trigger and maintain effective
immunological activity against tumor, which is an important aspect of its anti-tumor activity.
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E 1 HSP70 i) SDS-PAGE & Western-blot %55
Fig. 1 SDS-PAGE and Western-blot of HSP70
M: Marker; 1: After ADP-agarase chromatography;
2: After Mono Q chromatography; 3: Western-blot of the protein

2 1RENHY HSP70 4 E R EME RIS
Fig.2 Purity analysis of extracted HSP70

by capillary electrophoresis
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Tab.1 Therapeutic effect of 10 pg HSP70 to the tumor-bearing mice

Items Group 1 Group 2 Group 3

Group 4

Group 5 Group 6 Group 7 Group 8

Tumor size

0.81+0.52 1.53+0.21 1.94+2.17 0.42+0.18 1.03+0.39 0.92 +£0.47 0.63 +0.33

(QEiS cm)

Tumoe weight

0.24 +0.12

0.93+0.47 2.54 +1.38 3.58+2.71 0.04 +0.02 1.07 £0.33 0.97 £0.53 0.058 +0.039 0.019 £0.010

(x+sg)
Incidence of ascites
— 60 100 — — — — —
(%)
Mean survival time 6 week
R killed killed 19.4 +3.1 killed killed killed killed
(xxsd) ( killed )
Therapeutic groups vs control groups P <0.01
%2 HSP70 37098 R4 B FRIZME( x +5 pg/ml )
Tab. 2 The effect of HSP70 to cytokines of tumor-bearing mice ( n =5 )
Cytokines Group 1 Group 2 Group 3 Group 4 Group 5 Group 6 Group 7 Group 8
IL-2 42.3+3.5 32.1%4.5 26.3+0.5 28.2%2.5 32.3+3.5 52.3x3.9 60.3+7.5 78.9x9.5
TNF-B 51.3+6.1 41.3+6.0 21.3+3.0 45.3+3.8 55.2+6.36 67.2+3.8 77.2+5.6 102.3x9.7
IFN-y 70.2+9.6 66.9+7.6 23.3+3.4 36.6x5.6 80.3+6.5 105.5+8.5 110.5+6.5 128.9=x12.3
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