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Abstract: Objective To investigate the anti-tumor effect and mechanism of EtOAC extract from Garcinia cowa fruits (EGCF) on
H22-bearing mice. Methods Subcutaneous inject H22 cells into mouse to establish H22 tumor model, then randomly divided into
model group, CTX (20 mg/kg, positive control) group and EGCF high, medium and low dose (400, 200 and 100 mg/kg) groups.
Continuous infusion for 10 d, and set an extra control group then measure the body weight changing, anti-tumor rate and sleepen
index of each mice. ELISA assay was used to measure IL-6, TNF-a and TGF-B1 in serum. Pathologic changes of tumor tissue were
be observed by HE staining. The expressions of p-STAT3 and VEGF were tested by IHC assay. Results Compared with model
group, the tumor quality of the mice in the EGCF high, middle and low dose groups of EGCF decreased significantly (P < 0.01 and
0.001), and there was no significant difference in the spleen index. The level of IL-6 in the serum of high and low dose groups was
significantly decreased (P < 0.05), and the content of TNF- o in each dose group increased significantly (P < 0.05, 0.01). A large
number of red stained and fragmented caseous necrosis area and a large number of vacuoles were found, and the VEGF expression of
tumor tissue was significantly reduced in each dose group. The high dose group significantly inhibited the phosphorylation of STAT3
(P<0.05and 0.01). Conclusion EGCF could inhibit the growth of H22 tumor cells, and the mechanism may be relevant to block
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STAT3 related cell signaling.
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Table 3 Effect of EGCF on serum cytokines of H22-bearing mice ( X £s, n = 10)
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Fig. 2 Effect of EGCF on expression of p-STAT3 and VEGF of tumor cell (x %5, n = 10)
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