— 1010 — BRERKZER 2010 £5 35%% 7H (Journal of Chongging Medical University 2010. Vol.35 No.7 )

FERBFSE o4 .0253-3626(2010)07-1010-04

2 N IR Bl 1] 3t ZE R AR 5 WL 3 hue—102 SRR
P T B AL

koo ,AR 3
(BRERKEWMBEE EBRKEKEL K 400010)

(# E]a e FTE AN EEE Triptolide, TP) 5 #h ZERANEE & X B PI 2 (Mycosis fungoides, MF )hut—102 SRS MEBE |
W REEADFEERREIE . &% MTT BG4S 3 Gl 40K M 40 AR 38 2 (3 BN R A R R R
{& (Glucocorticoid receptor, GR YFITHT-H X E A Caspase-3 £k, &% ORI EE TP(6.25.12.5 .25 nmol/L) FlHL ZE KA (107,
104,107 mol/L )X} hut-102 434 A HIAER , SaTA] R EHIE ; 12.5 nmol/L TP 5N [R ¥R B Mb B KA BR & , M § Bl
WK EAFERBFEER, QTP HbEKMBIAEES hu-102 AHAET K-S AGHTRASE TR, RAREX
Mo 3107 mol/L HZEHKMAE R hut-102 465 , GR FBFEE(P<0.05), BAA FZ5(12.5 nmol/L TP+10°mol/L HiZEXKH )GR 23k
18 . Caspase-3 BIGIMTR(P<0.05), #5+6: TP BEA HIZEAKHA AT B S B0 hue-102 40 HO38 0, BESRE ST, BA AR , HAE
FAPLHI T RES GR ik L8 . Caspase-3 BIH A K,

[ S8R JEEAE PO 2 hue-102; 320 R PRI ; s ZEORM W B2 SRR 324K ; Caspase~3; HT-

(hEBRBHEZEHESIRTI05 [ xaktRiRa A [ 7% B # 12009-12-07

Apoptosis of mycosis fungoides hut—102 cells induced by triptolide in

combination with dexamethasone and its mechanism
ZHANG Bo,et al
(Department of Dermatology, the Second A ffiliated Hospital , Chongging Medical University)

[ Abstract JObjective: To investigate the effect of triptolide combined with dexamethasone on proliferation and apoptosis of the mycosis
fungoides hut—102 cells and the possible mechanisms. Methods : The viability of hut—102 cells was measured by MTT assay; the apoptotic
rate of hut—102 cells was detected by flow cytometry. The expression levels of Glucocorticoid receptor (GR) and apoptosis—related protein
Caspase—3 were determined by Western blot analysis. Results: DMTT assays showed that different concentrations of triptolide or dexame
thasone can effectively inhibit the proliferation of hut—102 cells in a dose and time—dependent manner. When triptolide (12.5 nmol/L) was
co—administered with dexamethasone, the inhibition rate increased along with the concentration of dexamethasone. And we observed
positive cooperative inhibitory effects of triptolide and dexamethasone on the proliferation of hut—102 cells. @Both triptolide and dexame
thasone can independently promote apoptosis of the hut—102 cell. And the apoptotic rate in the combination group was higher than single
group (P<0.01). @ Compared with the significantly decreased expression of Glucocorticoid receptor (GR) in hut-102 cells in dexameth
asone group , the expression of GR and activated caspase—3 increased in the combination group(P<0.05). Conclusion : The apop tosis of
hut—102 cells induced by dexamethasone was enhanced by triptolide, which maybe connected with the increased expression of GR and
activated Caspase—3 in hut-102 cells.
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