B ERL RS2 R (A SRR %33 55 2 11
- 168 - ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 2013 4E 2 A

BABPEET R T caspase MILH IR E R TE WERAAT

EuedE, R R ANEL Eiss

(B A ERIRE IR VIR 48 IMR E BE AR AL 1T BEAt 210009)

[ ZE] BEYPEEAREN X 7B AEYE HEC-1B 40 A KFNJR T i35 VR FT, 6 AR o 5 N T 4n i o o i VR
Wiz, ik OMMEEHL/FEERINAR (CCK-8) M T2 Mk H 2T HEC-1B 4L i A= KA /E KA caspase 7 (2-
VAD-fmk ) 5 S EAE FHAY 320 ; @ Western blot A 25 )5 caspase-3.9 Fll bel-2 2 H A E M 2-VAD-fmk X} caspase-3.9 &
FIZRIKHIRM , 55R : CCK-8 LUk on R 20 e H 300 78 I HEC-1B 200 MO ) AR A B S RV T, ELAF AR IR i) e 2
WA (P < 0.01) 76 48 .72 h FEFIRCRIH R . WA 2-VAD-fmk J& , F5 2 H X HEC- 1B 20 2E K30 il /5 F & 3 T BAR AT
SFHRZH (P < 0.01), Western blot 255 [FREHE I AN A z-VAD-fmk J5 , caspase-3.9 & [ I ZIEH — & MRS EAT & T-XF R4 (P <
0.05) ; [FI B 75 245 0¥ BE 38, caspase-3 .9 FR FARIRE W TR, bel-2 TR A RBBWIFEAL(P < 0.05), it FABFENFE
P HEC-1B 40 0925 8 B sl e il s ARI T caspase MUEARMARTAT R AL 75 N HEC-1B 4T,
[ZgiR] FOAMEHE, TE N, bk, caspase, bcl-2

[(RFEZ%ES] Q255 [XEfFRER] A [XEHS] 1007-4368(2013)02-168-04

doi: 10.7655/NYDXBNS20130205

Triptolide induces caspase-dependent apoptosis in endometrial cancer via the
mitochondrial pathway
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[Abstract] Obijective:To investigate the pro-apoptosis effects of triptolide in human with endometrial cancer cell line (HEC-1B) on
proliferation and apoptosis and its underlying mechanisms. Methods: (DThe Cell Counting Kit-8 (CCK-8)was performed to measure the
inhibitive effect of triptolide on the apoptosis on cell proliferation. 2 The apoptosis and the change of caspase-3/9 in HEC-1B by
pretreatment with the z-VAD-fmk (pan-capase inhibitor)were detected by CCK-8 and Western blot. Western blot was used to examine
the expression of caspase-3/9,bcl-2. Results:The proliferation of HEC-1B was significantly decreased by triptolide in a dose-and
time-dependent manner (P < 0.01),and the effect in 48 h/72 h was obvious. The pan-caspase inhibitor z-VAD-fmk pretreatment
reduced triptolide-induced apoptosis in HEC-1B, but the result was still higher than the control group (P < 0.01). Triptolide increased
the levels of caspase-3/9 expression while reduced bel-2 expression in the dose-dependent manner (P < 0.05). Conclusion: Triptolide
functions as an effective apoptotic inducer in a caspase-dependent apoptosis via mitochondrial mechanism in human endometrial
cancer (HEC-1B).
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Figure 1 The effects of TP on proliferation of HEC-1B cells
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Figure 2 The effects of TP on proliferation of HEC-1B cells
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