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Progress in mechanisms of kidney damage induced by cadmium,
lead, mercury, arsenic and chromium
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Abstract. Cadmium, lead, mercury, arsenic and chromium are the most common environmental and occupational

hazards. They all cause damage to the kidney, despite the difference in the damage to the human body. Mechanisms of
kidney damage by these heavy metals have been studied for many years. This paper summarized mechanisms of kidney
damage, including oxidative stress, apoptosis, metallothionein, biofilm injury and inbalance of intracellular Ca®*.
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