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Injury of myocadium of rats by acute triptolide poisoning

WANG Hant, HUANG Guang-zhao?, ZHENG Na?, LIU Liang?

(1. Department of Pathology, People's Hospital of Sanya, Sanya 572000, China; 2. Department of
Forensic Medicine, Tongji Medical College, Huazhong University of Science & Technology, Wuhan
430030, China)

Abstract

OBJECTIVE Toinvestigate the cardiotoxicity by triptolide (TP) and its toxicological mechanism. METHODS TP LD,
with po was counted with Up and Down Procedure by AOT425StatPgm, the statistic software of acute toxicity testing. In
the experiment, sixty male rats were randomized into 4 groups: control group, TP 0.6, 1.2 and 2.4 mg-kg‘1 groups. Rats
were ig given TP, except control group. After being lavaged, rats’ appearance and behavior were observed, and the ECG was
detected. The activities of creatine kinase (CK) and lactate dehydrogenase (LDH) were detected by Aeroset automatic
biochemistry analyzer; the myocardial changes of rats were observed with HE staining. Image analytical technique was used
to measure the rate in myocardial damage areaand visua field area. The change in myocardium ultramicrostructure was
observed by electron microscope. The expression of cardiac troponin T (CTn T) in myocardium was detected by

immunohistochemistry with SP method. RESULTS LDy, of TPon SD maeratswas1.19 mg-kg‘l. After being lavaged TP

with the dose of 0.6, 1.2 and 2.4 mg-kg‘1 for 15-20 h, the heart rate (HR) of TP 1.2 mg-kg‘1 groupand TP 2.4 mg-kg'1
group slowed down significantly compared with the control group and ECG changed, such as ST depression, T wave

heighten, Q wave widen or loss. After being lavaged, TP with the dose of 0.6, 1.2 and 2.4 mg-kg'1 for 20 h, the activities of
CK and LDH raise significantly compared with control group 48570 and (712+105)U-L L. The activities of CK were

661+60, 917+101 and (1220+157)U-L 2, and the activities of LDH were 1013+155, 1362+208 and (2013+224)U-L ™,
separately. The result of HE staining showed that the area of myocardial damage was expanded when the dosage of TP
increased (P<0.01). Main pathological changes were myocardium swelling, denaturation, cytolysis and contraction band
necrosis. Ultrastructural changes were mitochondrial swelling, crista breakage and myofibrilla cytolysis. Depletion of CTn
T in myocardium was observed by immunohistochemistry. CONCL USION TP acute poisoning can make acute
myocardial damages. The level of myocardial damages increasing with the dose of TP added. The toxicological mechanism of
TP may be correlated with the destruction of mitochondriaand cell membrane.
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