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Tab 1. Effect of triclosan on blood glucose concentration in glucose tolerance tests in rats

Glucose concentration/mmol*L ™!

Group
0 1 2 3 (h)
Control 3.11+0.32 5.3+0.4 5.1+0.4 4.7+0.2
Triclosan 50 3.23+0.38 5.5+0.6 5.2+0.4 4.8+0.6
150 3.60+0.28 6.2+0.8" 5.3+0.4 4.9+0.2
250 3.90+0.62" 6.7£0.9"* 6.2+0.9"* 5.70.6"*
Matched-pair 3.41+0.39 5.4+0.4 5.2+0.4 4.9+0.4
r 0.998 0.996 0.908 0.920
P <0.01 <0.01 >0.05 >0.05

Control and matched-pair were given ig DMSO 2.5 mL+-kg™!+d~!; other groups were given ig triclosan 50,150,250 mg-kg™'+d ™!, respec-
tively, once a day for five weeks. ¥ + s, n=8. * P <0.05, compared with control group; * P <0.05, compared with matched-pair group.

r = correlation coefficient.

Tab 2. Effect of triclosan on blood lactic acid concentration in glucose tolerance tests in rats

Lactic acid concentration/mmol*L~!

Group
0 1 2 3 (h)
Control 0.79+0.36 1.28+0.27 1.16+0.25 0.94+0.30
Triclosan 50 0.94+£0.34 1.61+0.27 1.13+0.21 1.05+0.28
150 1.16+0.41 1.80+0.48 1.43+0.31 1.24+0.34
250 1.31+0.16"* 2.06+0.65°* 1.58+0.35" % 1.35+0.30" *
Matched-pair 0.79+0.22 1.20+0.23 1.01+0.27 0.79+0.16
r 0.991 0.972 0.966 0.990
P <0.01 <0.05 <0.05 <0.01

The treatments were the same as described in Tab 1. x +s, n=8.

matched-pair group. r = correlation coefficient.

* P <0.05, compared with control group; * P <0.05, compared with
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Effect of triclosan on carbohydrate metabolism in rats

TANG Li, SUN Xiu-Fa, ZHANG Jun
( Department of Nutrition and Food Hygiene , Tongji Medical College , Huazhong University of

Science and Technology , Wuhan

Abstract: AIM To explore if triclosan can in-
terfere with carbohydrate metabolism and dia-
betes. METHODS Various concentration of tri-
closan (50, 150, 250 mg'kg_] , ig, once daily)
was given for five weeks. At the end of the exper-
iment, glucose tolerance test ( GTT) was per-
formed and blood was collected to determine
serum glucose and blood lactic acid concentration .

RESULTS

Triclosan increased contents of
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serum glucose and blood lactic acid in a dose-de-
pendent manner and led to abnormality of GTT.
CONCLUSION  Triclosan could interfere with
carbohydrate metabolism in rats.

Key words: triclosan; carbohydrate metabolism;
glucose tolerance test
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