FIRP=MIRFSE 5T % Nat Prod Res Dev 2016 ,28 :1367-1371

SRS 110016880 (2016)9-1367-05
Desmosdumotin-C A IRGT4EY TEP &
HL-60 28 fe1 8 = E B #L & 7 5%
A E 2 EERLE LR OB RNE L EANY

TR 306 BEBEZ AR, AL AT 10010157 fEHCAEHS 401 BERBEZ AL, T 15 266071

B AW R B IHRIE TR C(Desmosdumotin C) A BT A Y TEP 355 A 20k 1 1L HL-60 20 i 3
TAEF BALH] . SR An i AR TEP i S 400 J8 1~ S HIT R 141 Fas FasL Bax Bel-2 KR LN, 5
SR BT TR S E UL . 45 RER 40 pg/mL TEP VR4 24 h )5, 200 n] S B A9 P TR 25
1k;40 pg/mL TEP n] B B 4258 T4l Fas FasL Bax 335 (P <0.05) , 3 nl B SRR HTH T 40 Bel-2 4
FiE(P<0.05), LA LSEEZERRIIEMHEJE UK C(Desmosdumotin €, Des C) A AiFAEY) TEP 1] A %1753
HL-60 40y T, HAE FPLHI 0T B85 19 Fas FasL \Bax #3ALI K T Bel2 FihA %K.

KRR BMHEIEINE 744 HL-60 5 T s /E FI AL

i [E 5 25 : R966 SCERFRIRAG A DOI:10. 16333/j. 1001-6880. 2016. 9. 005
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Abstract : This study focused on the effects of TEP,an A ring derivative of desmosdumotin-C,on the human acute leuke-
mia HL-60 cell apoptosis,and the underlying mechanisms. TEP-induced apoptosis and its effect on Fas, Fasl., Bax, Bcl-2
expression were measured by flow cytometry,and the morphological changes of the apoptosis cells were further observed
by transmission electron microscop. The results showed that 24 h after 40 pwg/mL TEP treatment, the typical apoptotic
morphological changes were induced in HL-60 cell. Meantime ,40 pg/mL TEP significantly increased Fas, FasL,and Bax
expression (P <0.05) ,and decreased Bel-2 expression (P <0.05). All the results suggested that TEP effectively in-
duced apoptosis in HL-60 cells,and the mechanism may be involved in upregulating Fas, FasL., Bax expression, and re-
ducing Bcl-2 expression.
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Fig. 2 HL-60 cell apoptosis 24 h after TEP treatment
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Fig. 3 The morphological changes of HL-60 cells after 40 pwg/mL TEP treatment for O (a),16 h (b) and 24 h (c¢)
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Fig. 4 Fas and FasL expression in HL-60 cells treated with 40 wg/mL for 24 h
1 a: XTI Fas B3R358 ;b TEP fEH] 24 h Fas BY3R3E ;¢ X IR FasL f3%35 ; TEP fEH 24 h FasL fy3&ik
a:Fas expression in the control cells;b:Fas expression in the cells treated with 40 pg/ml TEP for 24 hours;c: FasL expression in the control cells;d:

FasL. expression in the cells treated with 40 pg/ml TEP for 24 hours.



1370

KIRF=YIBE R 5T K

Vol. 28

B FRE(3.52 £0.21) , 2R HASRIFFE (P <
0.05) , 4550 TEP iH TH4IE Bax AYRIA, T
PP T- SR T Bel-2 (9335, {# Bel-2/Bax 9 HLE

R, 2 TEP 375 S i 4 B T 04 55 — A nT BEAE
Pl SRS

200]2 Control b TEP
200
150
5.16% - 150 7346%
£ 100 MFI33AT| 2 FI:812.94
z . < 100 812,
0 50
0

0 I
10° 10" 10% 10° 10* 10° 10" 10% 10° 10*

2004° Control| 2001 TEP
1501
1501 621% | - 3.52%
Z 100 MFI:45,05 | 5 100 MF1:25.46
&)
50 50

0 0
10° 10" 10* 10* 10* 10° 10" 10* 10° 10*

BElS 40 pg/Ll TEP {£F HL-60 ZHME 24 h XF Bax,Bcl-2 ik K FHIS M
Fig. 5 Bax and Bel-2 expression in HL-60 cells treated with 40 pwg/ml for 24 h
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