s desk 2018 4E 9 H 25 HAS 36 54 5 #)
Journal of Pharmaceutical Practice ,Vol .36, No .5, September 25,2018 399

- iE .
7825 >R iR Y smenospongine %5 ZL IR 7E MCF7 20 B T ML & 52
JE

A GES N U (sl ReE BB MR B BB 25243 L g 200127)

EE ] Br WIS Spongia pertusa Esper YR smenospongine (Sme )75 S FLIRE AN MCF7 J8T=HI1/E AL,
& i CCK-8 461 Sme X MCF7 4035 F1 982N ;DA PT YL (G 4 T2 I A AN TEAS ot R R i it A AG: 100 41 e
TAT RN RAARIE R ;Western blotting 1 Sme X} Bax ,Bel2 482 C (cytochorome C ). p-p38 Fl p38 & 7K -k )
g, &R CCK-8 IARMZE R KW .Sme I MCF7 85 ICso{H 4 (16 .46 £ 0 .88 )pmol /L sDAPT YL 25 A Annexin V-
FITC/PL Y45 R IR Sme V5 FANMIAT . BEE MR EE 3N A0 T3 N 4 1800 B FH 28 21 .49 s = B AU ARG
S5RKY] Sme 51K MCFT7 AN KA HLAL T F% sWestern blotting £ 7R Sme % 1 N IRTEIA TIRA2 M p38 2228 J5I%
LT G (M APK E 5@, 4518 Sme T AEMISIIE p38 M APK @ 175 S AN N IEPE R T R FE BT AL i /e .

ES 50 smenospongine SFUNE SMCF7 400 4 e 1 ;p38 MAPK

[RES%ES] R285.5 [CHFRERS ] A [XEHS] 1006-0111(2018 )05-0399-05

[DOI] 10.3969/}.issn .1006-0111 .2018 .05 .004
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[Abstract ] Objective To investigate the potential effect of marine sponge-derived smenospongine (Sme) on apoptosis in
breast cancer MCF7 cells. Methods The CCK-8 method was used to detect growth-inhibitory effect of Sme against MCF7
cells . Flow cytometry was used to evaluate the mitochondrial membrane potential and apoptosis . Changes in nuclear morpholo-
gy of apoptotic cells were assessed by DAPI staining . Western blotting was used to detect the expression of Bax , Bel2, cyto-
chorome C, p38 and p-p38. Results Sme exhibited suppressive effect on the proliferation of MCF7 cells, with ICs0 value of
(16 .4640.88) prmol/L . DAPI staining and Annexin V-FITC /PI double staining revealed that Sme significantly induced apop -
tosis . The apoptosis rate was increased rapidly from 4.18% to 21.49% with the raise of Sme concentration . Further study
showed that mitochondrial membrane potential decreased after Sme incubation . Western blotting analysis displayed that the ex -
pression of Bax was increased and the expression of Bel2 was decreased , which resulted in the release of cytochorome C . Mean-
while, the phosphorylated level of p38 was significantly elevated . Conclusion Sme inhibited the proliferation of MCF7 cells
and might activate intrinsic apoptosis through p38 MAPK pathway .
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