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HISTOCHEMIC, LIGHT AND ELECTRONIC MICROSCOPIC CHANGES OF KIDNEY
OF RATS WITH CHROMIC FLUOROSIS

Yu YVanni, et cl

We studied on the kidneys of rats with chronic fluorosis induced by pro-
longed drinking of water containing 50ppm sodium fluoride, and observed the
decreasing activities of alkaline phosphatase and the morphologic changes of
mitochondric abnormality and focus necrosis of the kidneys, The findings su-
ggested that the injury to the kidneys was induced by excessive accumulation
of fluorine in the kidneys of rats with chronic fluorosis,

Key words, Fluorosis, Kidney, Phosphatase, Pathology

(Origingl article on page 2)

A COMPARATIVE STUDY ON SYSTOLIC TIME INTERVAL OF POPULATIONS
IN MILD AND SEVERE ENDEMIC FLUOROS!IS REGIONS

Wang Yuanqguan, ct ol

In this paper the changes of resting systolic time interval ( STI ) of popu-—-
lation in mild and severe endemic fluorosis regions were comparatively stud-
ied with blind observation, The results were as follows, (1 )PEP/LVET of
popolation in severe endemic fluorosis region was greater ( p<{0.05)and QS,
was longer ( P=0,05); (2)The incidence of abnormal STI of population in se-
vere endemic fluorosis region was increased ( P<C0.025). These indicated that
the patients with endemic fluorosis might have their heart injuried and res-
ulted in decrease of myocardiac systolic function which could make signs
of subclinic cardiac dysfunction, In addition, the mechanism of the change of
myocardial function was discussed,

Key woyds, Comparative study, Systolic time interval, Fluorosis
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