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Inhibition effects of curcumin ][ on VEGF expression of human lung adenocarcinoma

A549 xenografted tumor in nude mice

TANG Chun-lan, YANG He-ping, LI Jian-ming, GONG Liang, HU Jian-lin (Department of Respiratory Diseases, Southwest Hospital,

Third Military Medical University, Chongging 400038, China)

Abstract: Objective To study the possible anti-angiogenic mechanisms of curcumin [l in vivo . Methods

Fifteen nude mice bearing human lung adenocarcinoma A549 xenografted tumor were randomly divided into 3 groups

(n=5 in each group): control group; TNP-470 group (30 mg/kg, intra-abdominal injection every other day, 8

times) ; curcumin [l group (100 mg/kg, intra-abdominal injection every other day, 8 times). The expression of

VEGF in tumor tissues and in serum of each group was detected by immunohistochemistry and ELISA, respectively.

Results  The expression of VEGF in tumor tissues and in serum of curcumin [l group was lower than that of control

group. The difference between curcumin [[l and control groups was significant (P <0.01), but did not differ from

that of TNP-470 group. Conclusion The possible mechanisms involved in the suppression of angiogenesis of curcu-

min [l may be related to down-regulation of VEGF in tumor cells.
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Fig 1 Positive staining of VEGF in the cytoplasm of cancer cells. The expression of VEGF in control group was
higher than that in TNP-470 and curcumin [l groups (S-Px200)
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