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We performed the pathological examination of serial 312 forensic autopsy cases. The

results showed that there may be sudden cardiac death with
and peripheral nervous system. In addition, the cases with
in traumatic death, especially in falling down. The examination of

Hdynucleopathy in central
tdynucleopathy were found
4shnucleopathy may

be useful for exploring the sudden cardiac death and traumatic death of aged population.
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