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Fig-3. 5-hydroxyflavone ¥t A549 w%z i
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Fig-4. 7-hydroxyflavone ¥ A549 %z e

wmeaEs: 2REBN I R
(A) ™2 MTT assay 4 17 Ab49 ‘m*e pJ2 %

fe ) & &0 7-hydr0xyf|av0ne » H 24hr s '
"2 13 % g ez g (B)!4 invasion assay 4
7 AB49 m F¢ R 12 7 P«r«ﬁ?d{&_ﬁﬂ

7-hydroxyflavone » # 24hr {5 &% & + £
WA e (%
P<0.001)

*k*k

P<0.05; **, P<0.01, ,

(A)
chrysin
120

100 4

80 -

60 - *hk

40 A

cell viability (% of control)

20 A

0 25 50 75 100
concentration (uM)

(B)

120

chrysin

100 4

80 -

Hkk
60 -

kkk

40 -

cell invasion (% of control)

20 A

0 25 50 75 100
concentration (uM)
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Fig-6. bacicalein ¥ A549 ‘m*& ehim¥ 3
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Fig-10. B-naphthoflavone ¥ A549 %z
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