SR -
Drug Research

201943 A 5 H 5528 %55 514
Vol. 28, No. 5, March 5,2019

P e Y

China Pharmaceuticals

W -

EAHREMMEFEET - o /550 HCM L4 B
£ RBGRIPERAT

BRZ2s ' R HREY 1 SR 2 I rper e
(1. BHE¥KRE—MWEER,BE Ho 5700005 2. HHE¥KRS —wKRFK,EE #2  570000)

HE. B8 BT TR TESHBIRAET - o(TNF - ) /58 HCM & ln e £ KR 09 R /E A 3% R\ w3 (MTT) ' &
A TNF — o 470) HCM 48 J 2 K 88 2 2 ) 3R E (1Cs0) BF A P & T Fah HCM 4m i 2 K 3 h) & 69 % v 5 R R R X 20 B R A
M TNF - « B4 F A T & 28 HCM 48 Jo 8 == 569 3 vl 5 2 7 A8 53X ) & 4 ) 4m e b 7 i & LR s B (CK) | $LB& AL 2088 (LDH ) 7k
P EER TNF — o 3 HCM 20 e B 90 289 & K4 A2 0 =% $4E R, ik CK 2 LDH R X A 2 SR SR AT AT £ T3
J& ,TNF — o 35 HCM 2m e 49 & ¥ 394 Fo iy $ 0 SAE A3 M35 (P <0.01), 59 CK A= LDH £ 2 FHAH it KR ERETNET
F T TNF — o 5 HCM 28 L84 A K 4 50 A= 8 =3 F4E R .

KRR FAETFTE M BIRAET - o A LA £ KB ar I X

B 4 %5 :R932; R285. 5;R273 SCERFRIRED: A X EHS:1006 —4931(2019)05 — 0005 - 04
Protective Effect of Triptolide on TNF — o — Mediated Damage in the Growth of HCM Cardiomyocytes
LIN Yunyun', SONG Yanling', CAI Haiyun’, GU Shenhong'
(1. The First Affiliated Hospital of Hainan Medical College, Haikou, Hainan, China 570000; 2. The First Clinical College, Hainan Medical College,
Haikou, Hainan, China 570000)

¥

doi:10. 3969 /j. issn. 1006 —4931.2019. 05. 002

Abstract: Objective To investigate the protective effect of triptolide on TNF — o —mediated damage in the growth of HCM cardiomyocytes.
Methods MTT assay was used to detect the [ICso concentration of TNF — o inhibiting the growth of HCM cells, and the effect of
triptolide on inhibition rate of HCM cell growth, the flow cytometry was used to detect the effect of TNF — o combined with triptolide on
the apoptotic rate of HCM cells, and the corresponding kits were used to detect the levels of creatine kinase(CK) and lactate dehydro-
genase(LDH) in cell supernatants. Results TNF —« had significant inhibition effect on the growth of HCM cells and significant induc-
tion effect on the apoptosis of HCM cells, and the expression of serum CK and LDH was significantly increased. After intervention with
low concentrations of triptolide, the effect of TNF —a on the growth inhibition and apoptosis induction of HCM cells were both
weakened ( P < 0.01), the expression of serum CK and LDH showed a decreasing trend. Conclusion Tow concentrations of triptolide
can attenuate the effect of TNF -« on inhibition of growth and apoptosis induction in HCM cells.
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