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[ Abstract ] Objective  To study expression of tribbles 3 (TRB3) in the skeletal muscle tissue in herpyho—
mocysteinemia animal model, and explore the relationship between TRB3 and glycometabolism. Methods Twenty
mice, six weeks of age and healthy, were randomly divided into the control group (n =10) and the hyperhomo—
cysteinemia group (N =10) . Normal food was fed in the control group; Normal food and 1.5% ( mass fraction)
methionine were fed in the hyperhomocysteinemia group. After mice in the hyperhomocysteinemia group and the con—
trol group were fed for three months, the levels of blood glucose were determined in the feeding. The structure of
skeletal muscle cells was observed by HE staining. The levels of TRB3, Akt and p—Akt (Ser-473) were observed
with Western blot. Results  The feeding blood glucose levels in the hyperhomocysteinemia group were higher than in
the control group (P <0.05) . The structure of skeletal muscle cells was not obvious anomaly by HE staining.The
levels of TRB3 protein in the hyperhomocysteinemia group were increased compared with the control group (P <

0.05) , however, the expressions of the p—Akt (Ser—473) protein were decreased in the herpyhomocysteinemia

[(E£TE] NSFC- MG ESEYI A (U1132606) ; =M AFHIT - RIIERIRZHRAG USRI A
(2009CD213) ; A W HHSERIBEFE T BB (2010CD0O75, 2011CD223)

MEBEE ] AR (1969 ~), 55, mEEUCE A, KA, FIREEIN, F2AEACHHERRE M6 R TAE.

[ELEE] WE. E-mail:guyuailong@163.com; ZE474#. E—mail: liruonan728@163.com



mailto:E-mail:guyuailong@163.com
mailto:liruonan728@163.com

5 4 1

VORIK, A% [l B e A R AT B UL TRB3 ik SIS C R 33

group compared with the control group. The levels of Akt were not different in the herpyhomocysteinemia group com—

pared with the control group (P>0.05). Conclusion Homocysteine may induce expression of TRB3 in skeletal

muscle tissue, resulting in inhibiting PI3—K/Akt signal pathway and leading to disturbance of glycometabolism.
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