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Advance in research on biomarkers of lead-induced nephropathy
HUANG Rui-xue, XIONG Min-ru

(Department of Occupational and Environmental Health, Xiangya Medical Schools Central South University, Changsha 410078, China)

Abstract: Lead is a common pollutant metal in our envionment. Biomarkers reflect all the measurable changes caused by interac-
tion of human bodies with environmental factors including physical chemical and biological ones. Biomarkers can be used in measur-
ing exposure, detecting early biological effect and individual susceptibility of human bodies. Researches on biomarkes of lead-induced
nephropathy reflecting its exposure, biological effects and individual susceptibility and mechanism treatment and prevention of
nephropathy were reviewed in this paper.
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A study on heart damage in patients with acute fluoroacetamide poisoning
CAO Dianfeng, ZHANG Gui-hua

(Zibo Institute of Prevention and Treatment for Occupational Diseases,  Zibo 255067,

Abstract: In recent years
trend in China. Clinically,
of fluowacetamide on heart rate, heart rhythm,

with fluowacetamide poisoning were reviewed in this paper.
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it was reported that the number of cases with acute fluoacetamide poisoning appeared an increasing
heart failure was the second cause of deathin the patients with acute fluoroacetamide poisoning. The effects

myocardial ischemia, myocardial enzymes and myocardial morphology in the patients
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