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Effect of lead exposure time on expressions of autophagy proteins
ATGS, Beclinl and LC3B in cerebral cortex

Bei-ling Lu', Jian-fei Shi’, Jun Zhou'
(1. Clinical Laboratory, Xi’an Hospital of Traditional Chinese Medicine, Xi’an, Shaanxi 710001, China;
2. Clinical Laboratory, Xi’an Children’s Hospital, Xi’an, Shaanxi 710003, China; 3. Medical Science
Research Center, Xiangya Hospital of Central South University, Changsha, Hunan 410008, China)

Abstract: Objective To study the effect of lead exposure time on expressions of autophagy proteins
including ATGS, Beclinl and LC3B in the cerebral cortex by establishing the lead exposure model in adult guinea
pigs. Methods Eighteen guinea pigs were randomly divided into 4 groups, with 3 in the control group (without
lead exposure) and 5 in each of the 3 lead exposure groups with exposure to lead for 15, 60 and 90 days. The model
was established using 0.2% lead acetate drinking water, and the control group was given the same amount of normal
saline. The expression levels of ATGS, Beclinl and LC3B proteins were detected by immunohistochemistry. Results
Compared with the control group, the positive expressions of ATGS, Beclinl and LC3B were significantly increased
in the 15-day, 60-day and 90-day lead exposure groups (P < 0.05). The expression level of ATGS in the 90-day lead
exposure group was significantly higher than those of other lead exposure groups (P < 0.05). No significant difference

was observed in the expression level of ATGS between the 15-day and 60-day lead exposure groups (P > 0.05).
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And there was no significant difference in the expression level of Beclinl or LC3B among the lead exposure groups

(P > 0.05). Conclusions Lead drinking water can cause autophagy in the cerebral cortex through the autophagy

proteins ATGS, Beclinl and LC3B. It is speculated that the early autophagic response induced by lead exposure may

exert neurotoxic effect on cerebral cortex and cause irreversible damage in adult guinea pigs.

Keywords: lead poisoning; cerebral cortex; autophagy-related proteins
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