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Fig 1. Electron microscopy of myocardium of rhesus monkeys after im qingfaosu suspensine
in oil. A) Swelling and vacuolar degeneration of mitochondria on d 3 -after 192 mg/kg/d.
% 30,000. B) Derangement and some fusion of filaments, reduction of glycogen granules of
myocardium on d 3 after 96 mg/kg/d. x 32,000. C) Obvious derangement of filaments,reduction
of glycogen granules on d 3 after 96 mg/kg/d. x 32,000. D) Fusion and homogenization of fila-
ments on d 3 after 192 mg/kg/d. x 7,000. E) Dissolution and necrosis of filaments on d 3 after 192
mg/kg/d. < 32,000. F) Extension of space of intercalated disks on d 3 after 96 mg/kg/d. x 11,000.
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EFFECT OF QINGHAOSU (ARTEMISININE) SUSPENSION IN OIL
ON ULTRASTRUCTURE OF MYOCARDIUM IN RHESUS MONKEYS

WANG De-wen, LIU Xue-tong

(Institute of Radiation Medicine, Academy of Military Medical Sciences, Beijing 100800)

ABSTRACT Qinghaosu (artemisinine)suspen—
sion in oil was injected im to 30 rhesus mon-
keys qd x 14 d. Severe ultrastructural damages
of myocardium were noticed in 192 and 96
mg/kg/d groups killed on d 3 after the last im.
These involved obvious reduction of glycogen
granules, swelling and vacuolar degeneration
of some mitochondria, coacervation and homo-
genization of cristae, dilatation of endoplasmic
reticulum, derangement, fusion and homogeni-

zation of filaments, even dissolution and nec—-

rosis in severe cases, and extension of space of
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intercalated disks. There were only mild lesions
in 24 mg/kg/d group, ie, swelling and vacuo-
lar degeneration of mitochondria. In myocar-
dium excised on d 35 after the last im, no dam-
ages were found. It is concluded that im
ginghaosu suspension in oil above 96 mg/kg/d
induced in the myocardium of rhesus monkeys
transient ultrastructural damages which re-
covered within 5 weeks.

KEY WORDS ginghaosu (artemisinine);
rhesus monkeys; myocardium; electron mic—
roscopy; subacute toxicty
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