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[ Abstract ] Objective: To study the effect of wogonin on inhibiting the proliferation, migration and
invasion of human colorectal cancer cells (HCT116 and HT29 cell lines) , and investigate its effect on tyrosine 3-
monooxygenase/ tryptophan 5-monooxygenase activation protein ( Ywhaz) expression levels. Method; HCT116 and
HT29 cell lines were cultured in vitro, and then treated with wogonin of different concentrations (5, 10, 20, 40

pmol -L.™") for various periods. Another blank group was also set up. Then the cell counting kit ( CCK-8) was
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used to detect the effect of wogonin on proliferation of colorectal cancer cells; Annexin V-FITC/PI double standard
flow cytometry was used to detect the apoptosis of colorectal cancer cells; Transwell method was used to detect the
cells migration and invasioncapacities after 24 h treatment; Fluorescense real-time quantitative PCR method was
used to detect mRNA expression levels of Ywhaz after 24 h treatment with different concentrations of wogonin, and
their protein expression level and phosphorylation level were detected by Western blot assay. Result: As compared
with blank group, wogonin significantly inhibited the proliferation of colorectal cancer cell lines in a dose-
dependent manner, and promoted apoptosis of colorectal cancer cell lines; the inhibitory effect on cells
proliferation was significant by 20, 40 wmol +L ™" wogonin ( P <0.01). Moreover, different concentrations of
wogonin (10, 20, 40 pmol -L™") could significantly reduce the number of transmembrane tumor cells ( P <0. 05,
P <0.01), down-regulate the protein and mRNA expression levels of Ywhaz and reduce the phosphorylation level
of Ywhaz in HCT116 and HT29 cell lines (P <0.05, P <0.01). Conclusion;: Wogonin can significantly inhibit
the proliferation, migration and invasion of HCT116 and HT29 cell lines and induce apoptosis. Its anti-tumor

mechanism may be associated with down-regulating the protein expression of Ywhaz and its phosphorylation level.
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Table 1 Effects of wogonin on proliferation of HCT116 cells (x + s,

n=5)
am !
/pmol -1~ 24 h 48 h 72 h

251 - 0.65+0.03 0.69%0.04 0.64£0.02

WH R 5 0.64+0.02 0.66+0.03 0.61+0.02
10 0.58 £0.01" 0.56 £0.02" 0.53 +0.02"
20 0.41 £0.02% 0.43 +0.02% 0.44 +0.01%
40 0.310.01% 0.30 +0.02% 0.29 +0.02%
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Table 2 Effects of wogonin on proliferation of HT29 cells (x +s,n =5)

am !
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251 - 0.66+0.02 0.670.03  0.69 £0.02
WH AR 5 0.65+0.01  0.64+0.02 0.62+0.02
10 0.56 £0.03"  0.58 £0.02" 0.53 +0.01"
20 0.42 +0.02% 0.44 £0.02% 0.41 +0.02%
40 0.28 +0.02% 0.30 +0.03% 0.32 +0.02%
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Fig.1 Effects of wogonin on early and late apoptosis of HCT116
and HT29 cell lines (x +s,n=5)
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Table 3 Effects of wogonin on migration and invasion of HCT116

cells (x +s,n=5) A~
41 WE pemmams EEERA
/umol-L

2= - 68.50 +8. 01 62.30 +9. 45
W E 5 53.60 +7.35" 50.45 +7.37"
10 39.50 £5.23% 37.50 +4.96%
20 23.80 +2.87% 27.50 3. 877
40 15.63 3. 84> 13.55 £2.23%

R4 NEZEWHI2) AREASENEBEINEM (x5,

n=5)

Table 4 Effects of wogonin on migration and invasion of HT29 cells

(x+s,n=5) A~
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10 52.32 £4.19" 50.21 £4.15"
20 42.36 4. 877 38.43 +£5.26%
40 30.56 £3.27% 28.63 +6. 167
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Fig.2 Effects of wogonin on expression of Ywhaz mRNA level in

HCT116 and HT29 cell lines (x +s,n=5)
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Fig. 3 Effects of wogonin on expression of Ywhaz protein and

phosphorylatd protein level in HCT116 and HT29 cell lines(x +s,n =5)
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