KIRF=WH 9 5 % Nat Prod Res Dev 2017,29:1127-1131

X E%S:1001-6880(2017)7-1127-05

I 1R #5138 TGF-B1/Smad i& i
P #2542 B2 i 25 BP 529 40 Be A I

TS, K B R RE AW
R BB A5 W EE BT FR ] 650301

BRI 2500 S AN A2780/ Taxol, 43k Xt HE2H 5 (il AR B ZH , Xof FHE ZH AN ot df AR Bk , L AR A 28 1o FH AN
[] % BE MAR A% (0. 67 pumol/L.1.0 pumol/L 2.0 wmol/L) 4b ¥, i F MTT 3% | 5 BT A% | i =X 41 A A2 1 Western
blot 567 WA AR B X+ A2780/ Taxol 41 M3 54 | Y8 T~ JE W1 A9 5 i &2 Bax \TGF-B1 ,Smad3 & A K 515
Mo ZEREIR,2.0 pwmol/L ¥R B9 I AR A% T & 3 i A2780/ Taxol 41 Jf 34 5 , 15 X 2 AH L, Bax ik 35 |-
¥4, TGF-B1 F1 Smad3 & [ FRAAF-W B FI(P <0.05) . MARGLE T T 98 TGF-B1/Smad 3@ i, {2 14 41 B 4 111
2242 A2780/ Taxol 4H A= o

SR - AR ; BN B35 5 SEAZIEERT 24 ; TGF-B1/Smad

E 4 #ES:R737.3 ZERFRIZAD : A DOI:10. 16333/j. 1001-6880. 2017. 7. 008

Sanguinarine Inhibits the Growth of Paclitaxel Resistant Ovarian
Cells by Down-Regulating the TGF-81/Smad Pathway
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Abstract ; Paclitaxel resistant ovarian cancer A2780/Taxol cells were divided into control group and sanguinarine group.
The cells in control group were treated without sanguinarine. The cells in sanguinarine group were treated with different
concentrations of sanguinarine (0.67 pmol/L, 1.0 wmol/L,2.0 wmol/L). The proliferation, apoptosis, cycle and the
expression of Bax,TGF- beta 1,Smad3 were determined by MTT, clone formation, flow cytometry and Western blot as-
says. It was found that the proliferation of A2780/Taxol cells were significantly inhibited by 2. 0 pwmol/L of sanguina-
rine. Compared to the control group,the expressions of Bax protein increased and TGF-81 ,Smad3 protein decreased (P

<0.05). Hence, it was concluded that sanguinarine can effectively inhibit the growth of A2780/Taxol cells by down-

regulating the TGF-81/Smad3 pathway and inducing cell apoptosis.
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Fig. 1 The growth of A2780/Taxol cells were inhibited by
sanguinarine
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Fig. 2 The clone formation of A2780/Taxol cells were inhibited by sanguinarine
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7 AL XTIRZE ;B 0. 67 wmol/L I ARFRALEILH ;C. 1.0 pmol/L MARGHALFEL ;D. 2.0 wmol/L Ifi ARHH AL BELH
Note : A. Control group ; B. Sanguinarine group of 0. 67 pwmol/L;C. Sanguinarine group of 1.0 pmol/L;D. Sanguinarine group of 2.0 pmol/L

2.4 AR R 28 A2 B 2 BP 5L v 40 A B B B R i A BRAL AN HEZE AR EL, 4R 300 v 0 e 22 5 0 e it
TSI AR M SRS, 45 2R R AR BE IR B AR (P >0.05) , K 4,5k 1,

Ut-n
"y
]

- e
Crancels FLEUY LED

Channels FLBUV LED!

B4 MARTEXTIPELRE A2780/ Taxol 4 A fE #9200
Fig. 4 The effect of sanguinarine on A2780/Taxol cells cycle
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Table 1 The effect of sanguinarine on A2780/Taxol cells cycle
il AN SR A E 43k Cell cycle distribution
Group G0/G1 S G2/M
X i 40 Control group 50.98 +£0.49 25.53 £4.69 21.82+1.52
1fiL A, Sanguinarine ( wmol/L) 0.67 55.56 £3.91 25.12 £5.11 19.32+1.78
1.0 47.97 £5.34 25.32 +£7.99 26.71 £3.41
2.0 54.16 £2.64 23.18 +1.88 22.66 +1.48
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Fig. 5 TheBax expressions were up-regulated and TGF-81,
Smad3 expressions were down-regulated by sanguina-
rine
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