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EGCG Decreased the Expression of Notchl and Jaggedl Proteins and
Inhibited the Proliferation of Nasopharyngeal Cancer Stem Cell SP18
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Abstract: Objective To analyze the mechanism of Epigallocatechin-3-gallate (EGCG) inhibiting the proliferation
of nasopharyngeal cancer stem cell SP18. Methods 50% inhibiting concentration (ICs,) of which EGCG inhibited the
proliferation of nasopharyngeal cancer stem cell SP18 was detected by MTT method. The proliferation of SP18 cells affected
by EGCG was analyzed by the cellular growth curve,colony formation and soft agar formation. Then the expression of Notchl
and Jaggedl protein were respectively detected by Western blot in SP18 cells treated by EGCG.  Results 1Cg, ,of which
EGCG inhibted the proliferation of SP18 cells,was 149.02 mg/L. The proliferation of SP18 cells was inhibited with EGCG
concentration increasing and treatment time extending (n=3,P <0.05). The expression of Notchl and Jaggedl proteins in
SP18 cells was obviously deceased with EGCG concentration increased. ~ Conclusion EGCG can inhibit the proliferation
of nasopharyngeal cancer stem cell SP18, which probably decreased the expression of Notchl and Jaggedl proteins to a-
chieve the role.
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SN, IR T BB B B R MR R R S R
FORRIE > oo T AR BT B 2 2% (5 30 11 5
HIEALA D, U0 Notch Bmi-1,Shh Fl Wnt 455 5@ .,
ABFFEE/R  Notch {55l (2R SL AR i i
A E VR, A B RT U 25 ) EE B AL A
Z— 2007 4, W B A5 I UHGE , Sy 1 S e
TAM SP 4IRS . VFERFSIIESE, LR R 2R
PRI BT ILAR B TIRNR (( - ) -epigallocatechin -
3-gallate ,EGCG ) REAEATRUM T Z Rl LR 12 5
RREST AR SCR R EGCG 7 il S W 95 T 40 i
SP18 A= KIEBH A>T B, 9T A BT AU 25 4
BEA B ERSER TR,

I AR %

1.1 @AmpEEERF

BT A0 SP18 41 L 2 H Hp Ll k2 g
TR EE ARG R & 5% /N IS (1 H
BN PUZE7 /0 7)) 19 RPMI1640 ( Gibeo BRL 23] ) 1%
FRHE, T 37 °C 5% CO, HuFNE R A 3G I 48 rh s F s
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SLRPEEESR 2 AR THBUR RN T %L TR EGCG
X SP18 ZHMIAEKIE T 1C,, H
1.6 Western blot #illE B RKIE

HUAE KRS B SP18 40, 23 B A R vk
FER EGCG, S35 43 R B4 X R 4H ( PBS) Fil EGCG
AbBEZH (50. 0, 100. 0,150. 0 mg/L ( = IC,, {&) #il
200.0 mg/L EGCG) ,#55% 48 h, Y40 ifg, 24 44
IUER 1, DU R VR B, LAASKGE 50 g SR 148
10% SDS A3 25 5 P9 #s T e 558 Je FL Kk 29 5 B
B, —PT(1: 1 000) F1HL(1:2 000) BFF  PEAE
B BN B e AR
1.7 SEitZ4biE

FH SPSS17. 0 SEdt 3 A4 %5 Bt A7 i ki 1617 48
T, A BRI x + s o, R « KB A7
Mr, LA P <0.05 FRERAGI¥E X,

2 & R

2.1 EGCG ##l SP18 £AAmtEsE[ 1C,, &

MTT 4558 W7, B % EGCG Ab 1k B i 7+
X SP18 A Y34 SR AN A FH AR (£ 1) . EGCG
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1 000.0 0.383 +0.046* 78.97 149.02
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YR A — & 0y W7 FOE 7 AE . 28 00 24
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