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Fig, 1 Effect of H,S on LDH and
ACP in serum and pulmonary
subcellular organelles (n =8,

X +s)
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Fig, 2 Effect of H,S on Na*-K*-
ATPase and CPK in serum and
pulmonary subcellular organell-

es (n=8, E "’_‘S).
Symbols defined in Fig 1
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Effects of Hydrogen Sulfide Intoxication on Marker Enzymes
of Pulmonary Subcellular Organelles in Rats

Yu Zhengping. Ou-Yang Zigian, Yang Wenjie, et al, (Department of Toxicology, Third Military
Medical College. Chongqing 630038)

Abstract The changes of the marker enzymes of pulmonary subcellular
organelles were determined in the 3rd, 12th, 24th, 48th, 72nd, and 96th hour
after the rats were exposed to the air containing 200 ppm of hydrogen sulfide(H,S)
for 3 hours, It was found that H,S injury on the subcellular organelles was
characterized by the early occurrence of the rupture of lysosomes and mitochon-
dria, the suppression on the energy-related enzymes, and the appearance of
pulmonary subcellular marker enzymes in the serum, The pulmonary subcellu-
lar injury began to appear in the 3rd hour and the most obvious injury occur-
red in the 12th hour after exposure, Thereafter, the subcellular injury reco-
vered gradually, In the 72nd hour after exposure, the activities of all the
marker enzymes returned to the control level, The changes of serum marker
enzymes were highly correlated with those in pulmonary subcellular organelles,
The findings suggest that the occurrence of marker enzymes in the serum after
H,S intoxication originates from pulmonary injury, Therefore determination of
the activities of serum marker enzymes can be used as an indicator of pulmo-
nary subcellular injury H,S intoxication produces,
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