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The research of EGCG combined with cisplatin in inhibiting the proliferation,
invasion and migration of osteosarcoma MG-63 cells

HUANG Lei'?,ZOU Ri-chang’ ,SONG Jia-gi' ,LUO Chao'”,YIN Chang-chang**

" Graduate School of Medicine ,Nanchang University ;” The Second Hospital Affiliated of Nanchang University , Nanchang 330006, China ;
} Fuzhou Municipal Hospital , Fuzhou 344000 , China ;" Basic Medical College of Jiujiang University , Jiujiang 332000, China

Abstract : To investigate the effect of epigallocatechin gallate (EGCG) combined with cisplatin on cell proliferation of human
osteosarcoma MG-63 cells and its possible mechanism. MG-63 cells were treated with different concentrations of EGCG and
cisplatin alone or in combination. The cell growth inhibition rate was measured by CCK-8 morphology was observed by micro-
scope , the Transwell chamber detects the number of cell invasions,and the scratch test detects the cell migration ability ; West-
ern blot detection of Bax,Bel-2,Bel-xL,, MMP-2 ,MMP-9 , Caspase-3 and cleaved Caspase-3. The results showed that the abili-
ty of proliferation , invasion and migration of MG-63 cells decreased with the increase of the dose of EGCG and cisplatin ( P <
0.05) ,and the combined drug inhibition was stronger;the expression levels of Bel-2,Bel-xL,, MMP-2 and MMP-9 were signif-
icantly down-regulated (P <0.05) ,and the levels of Bax, Caspase-3 and cleaved Caspase-3 were significantly up-regulated
(P <0.05) ;Compared with the gallic acid catechin gallate group and the monotherapy application of the platinum group , the
MG-63 cells in the combination group had the highest inhibition rate ,and the related protein expression was also more signifi-
cant. To sum up, EGCG can effectively inhibit the proliferation of human osteosarcoma MG-63 cells and induce apoptosis. The

effect is more obvious when combined with cisplatin.
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FIEZAEA, Hop LA Caspase-3 fi¢ hy e, HE 2
A TR SRR . AT 2R R,
R28 K 22 8503 12 R v 4 2 38 5 Caspase 19 9 BRI
T I A5 N Caspase-3, JE R A 1 YERY cleaved
Caspase-3 Ji B, HE T 7= A2 — R BNk J e ™ o A
F 5T 25 S 3% W AE 43 0 .24 1 FH B TR 9 MG-63 24 Jifd
J& ,Caspase-3 J% cleaved Caspase-3 FiA/KFHyi 5,
A 25 4L T & e o B 2, $27R EGCG i RE S
it b Caspase Z R KIS #E MG-63 41 if A&
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AT DN R B PR R A i g VR s =t A
Fril 25 R4 7R EGCG REfE 75 F i IR MG-63 4
i % A= 98T, H EGCG + CDDP BXA 253 5 ok
¥ HEA )R M (MMPs ) 2 — 2888 UK i B,
Y Aok R DA 5 O - 1T 0 3 s 200 L 2 B G e
TRV L A1 35 S g i ) 2 21 2 e I, =20 ) T R 4k
HA, Ho i A AR E MMP-2 & MMP-9
AN GRS R, L o 4 i 2 1 Bl 1Y) 28 TR /K-, i
TR ZERE R > ARSI gk LW, 21
HE R 40 5 MMP-2 J2 MMP-9 ik /K V-3 F
&, H EGCG + CDDP Bt & 4 T Rt i B i, £
EGCG X4 CDDP {E e & 4% 3 A 3 i A
FAMEVEN . DL RS RIAIESE EGCG B4 CDDP
RS & H4 58 Sy o 25 (R 40 PRRE RS B

25 b AW KB EGCG Reig 7E iR Akl B
Jo8 MG-63 4l g i 384 %1 , 16 & CDDP H 24 J5 % EGCG
Je CDDP P2l i AR B ik, i T EGCG Xt 4 g B
A —E BPUEATE , RERS LR B DI iE , /> CDDP 1y
B BA FH 2008 e 8 76 2 ¥597 A8 B ity Lo 2b>
CDDP X 2H 25k i 7, o2 — R B A Ak I T 259
B2Y XA IR B I R R T B AL TR 1 B AR
I SAME R SEIR Bl . SR MIAS LI IR T FEAR
AT RYEE MG-63 21 Bl A% 52 ), 3K, 575 44 22 5¢ 35 A4
LG A R itk — D AEAR N S50 P IR AR SR .
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