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Effect of Fuzheng Kang'ai Recipe Combined Gefitinib on Lung Cancer A549 Cells and Its Mecha-
nism Research YANG Xiao-bing, CHEN Xiao, WU Wan-yin, LONG Shun-gin, CHEN Shi-min, and
HAN Shou-wei  Department of Oncology, Guangdong Provincial Hospital of Traditional Chinese Medi
cine, Guangzhou (510120)

ABSTRACT Objective To observe the effect of Fuzheng Kang'ai Recipe (FKR) combined ge-
fitinib on the proliferation and apoptosis of lung cancer A549 cells, and to study its potential synergistic
mechanish with gefitinib. Methods  The effects of FKR (0.211, 0.316, 0.474, 0.711, 1.067, 1. 600,
2.400, 3.600 mg/mL) combined gefitinib (3.95, 5.92, 8.18, 13. 33, 20. 00, 30.00, 45.00, 67.50 umol/
L) on the proliferation of A549 cells were detected by MTT assay. The apoptosis of A549 cells in the con-
trol group (complete culture medium), FKR (1.6 mg/mL), gefitinib (45 umol/L), and FKR plus gefitinib
(1.6 mg/mL +45 umol/L) were detected by flow cytometry (FCM). Their expressions of epidermal growth
factor receptor (EGFR), phosphorylating epidermal growth factor receptor (p-EGFR), enhancer of zeste
homolog 2 (EZH2), peroxisome proliferator-activated receptor-y (PPAR-y), and P53 protein in A549
cells were detected by Western blot. Results Both FKR and gefitinib could inhibit the proliferation of
A549 cells. The apoptotic rate was 12.6% *4.5% in the FKR combined gefitinib group, obviously higher
than that of the FKR group (4.6% =0.7% ) and the gefitinib group (7.8% *=2.7% ), showing statistical
difference (P <0.05). Compared with the control group, the expressions of p-EGFR and EZH2 were sig-
nificantly down-regulated (P <0. 05), the expressions of PPAR-y and P53 protein were up-regulated in the
FKR combined gefitinib group (P <0.05); the expression of EZH2 was down-regulated in the gefitinib
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group and the FKR group (P <0.05) ; the expression of PPAR-y was up-regulated in the FKR group (P <
0.05). Compared with the gefitinib group, the expression of p-EGFR was down-regulated, and the expres-
sion of PPAR-y was up-regulated in the FKR combined gefitinib group (both P <0.05). Compared with the
FKR group, the expression of p-EGFR was down-regulated in the FKR combined gefitinib group (P <

0.05). Conclusions

Combination of FKR and gefitinib could significantly inhibit the proliferation and

growth of A549 cells,and induce cell apoptosis. Its potential synergistic mechanism of anti-tumor activi-
ties might be associated with down-regulating mRNA expressions of p-EGFR and EZH2, and up-regulating

protein expressions of PPAR-y and P53.
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