2014 4510 A F [ S50 B 2 4R October 2014
W2 HsH ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA Vol 22 No. 5

]

S RIS

Seaeaeaeand

Caspase-9 Il 57 X5 SD < UHE [E] £
AR 2 A0 M R T Y R Wi
P EEE KR, R
(1. EBR¥FMESINERER, G 2015082, ZHIERRES MR EREERE, G0 230601)

[BE] BB RIT caspase-9 13 X i 25 LI 15 35175 S 4 DR UM 1] 3% 51 4 M 40 B 4 T 52 0 B I 9T

Frik W3 A SD K RUER] SR 2R, 5 BOR AR ARG %, LA 1% FBS 1557 48 h R I T4, 52
%2500 1% FBS JT-41 | caspase-9 il 41 (Z-LEHD-FMK) & DMSO X} #&41, 535 4 BRATML 48 b, J& 28 LA AR
T T-%  Western blot /] procaspase-9 , active caspase-9 M active caspase-3 AUZRIA, £ER NN ALAUE I 2.
7R, caspases-9 TMHIFIZH AN T-3(26.3 £2.56) % 5 1% FBS £41(40. 8 £0.84) % J2 DMSO 41 (40.2 +1. 56) % #H . I
TR, A B ESRIT #2555 (P<0.05) ; Western blot £l caspases-9 4 active caspase-9 K active caspase-3 Loy
1% FBS YA T2} DMSO X MR W] Rl b A BEGIH 2L (P <0.05), G5 Caspase-9 #1 il 77] BE W] LA
TIPS 2 113 5 75 5 3 1) K BRUHE ) 8B AR A I 1, 7 SR R A ] R AR R B 245

[%$237] caspase-9 I ; BG4 ML 5 80H LM T

[HFEHZES] 95-33 [ XERARIRF] A [ XEHS] 10054847(2014) 05-0017-05

Doi:10. 3969/j. issn. 1005-4847. 2014. 05. 004

Effect of caspase-9 inhibitor on apoptosis in cartilage
endplate chondrocytes in rat vertebrae
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[ Abstract] Objective To explore the effect of caspase-9 inhibitor on low fetal bovine serum ( FBS) -induced apop-
tosis in cartilage endplate chondrocytes in SD rat vertebrae. Methods  Disc cartilage endplates were obtained from 3-
month old SD rats and subjected to sequential digestion to harvest chondrocytes for primary culture, and apoptosis was in-
duced by 1% FBS for 48 hours. Three groups of chondrocytes were treated by 1% FBS, caspase-9 inhibitor ( Z-LEHD-
FMK) and DMSO, respectively. After 48 hours, apoptosis was detected by DAPI staining and flow cytometry. The expres-
sion of procaspase-9, active caspase-9 and active caspase-3 was monitored by Western blot. Results Compared with the
1% F¥BS group (40.8 +0.84)% and DMSO group (40.2 +1.56)% , the apoptosis rate of the caspase-9 inhibitor group
(26.3 £2.56)% was significantly lower (P <0.05). The expressions of active caspase-9 and active caspase-3 in the
caspase-9 inhibitor group were significantly lower than those in the other two groups (P <0.05). Conclusions Caspase-9
inhibitor can inhibit low FBS-induced apoptosis in cartilage endplate chondrocytes of rat vertebrae, and might become a new
drug for the treatment of disc degeneration.
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Fig.1 Apoptosis rate of cartilage endplate chondrocytes detected by flow cytometry

R 1 caspase-3 Rk KIE/HT
Tab.1 Analysis of the expression of caspase-3
#H 51| Groups B-actin Active caspase-3 {8 Ratio
1% FBS T4 7536. 229 12425. 640 1. 648
DMSO X 21 8274.362 11569. 426 1.398
Caspase-9 11l 71 21 11089. 660 709. 496 0.063 "

7 FBS JAT-41 K% DMSO it Ba4H b4k, * P <0.05

Note: * Compared with 1% FBS apoptosis group and DMSO control group, P <0. 05
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C. caspase-9 inhibitor group

Fig. 2 Changes of expression of caspases in the

chondrocytes of rat vertebrae.
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