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Research Progress on the Effect of Tributyltin on Cell Metabolism
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Abstract Obesity is a risk factor for many cardiovascular, cerebrovascular, and metabolic diseases. With
the rapid increase of obesity in recent years it has been one of the critical public health issues in the world. In addi-
tion to genetic factors, excessive energy intake, lack of exercise and other factors, many environmental endocrine
disruptors may also play important roles in obesity. Among these environmental endocrine disruptors, tributyltin
is one of the earliest known compounds belonging to the category of obesogen, since it can cause obesity by pro-
moting fat accumulation and interfering with hormone secretion. This review summarizes the recent studies on the
mechanisms of tributyltin interferes with cellular metabolism and promotes obesity.
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PG LR A B RER, DRI 73 1 A
[AlF-(obesogen) FIMEE! . AEJELE T2 —2RRENS s2 AL
TR BT, SRR R 5 4k, RET e E R
TR EL A 73T 34 (endocrine disrupting chemicals,
EDCs\'. V12 NisE 142275 444, Xl A(bisphenol
A, BPA). 22K — HIR E; (phthalates). 22 S 7K (poly-
chlorinated biphenyls, PCBs)-~ [ #5551 Bi] 4547 4 (atrazine) «
A EOMEBE 2R A MER (diethylstilbestrol). A ML 2 &
M2 A2y, BRI PUAR 3 A A R e 7 A 1) —
BEAY WS A BT AR R 7 (3 P
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07 00 B AR i 5 1100 5 R R B AR g M A 55 1 FH
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B2 51 DUREEN b XL, H A2 S EERAR D,
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(B =1 9847), X — W 7t 45 A UL, HBe8 75 L
ARG DT A2 S AR, F R R FE =TT AR R iR
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W, IR HAEN . =T gl
T i A — AR IR il (hypothalamus-pituitary-thyroid
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TBT can cause glucose tolerance and diabetes by influencing glucose intake, hormone secretion and receptor protein. The pancreatic B cells secrete

more insulin competitively under the stimulation of TBT, but if the stimulation exists for a long time, the insulin secretion will reduce finally due to the

damage of pancreatic 3 cells.

1 TBTFZERHE S ALHIE
Fig.1 Effect of TBT on cellular glucose metabolism
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