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Effect of Homocysteine on PDK1 in Skeletal Muscle Tissue of
Mice
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[ Abstract] Objective To investigate the expression of 3—phosphoinositide—dependent protein kinase 1
(PDK1) in skeletal muscle tissue of hyherhomocysteinemia animal model, to explore the effect of homocysteine on
glucose uptake. Methods Twenty healthy mice, six weeks of age, were randomly divided into control group (n =
10) and high hyperhomocysteinemia group (n =10). Normal food was fed in control group; Normal food and 1.5 %
(mass fraction) methionine were fed in hyperhomocysteinemia group. After the feed in the hyperhomocysteinemia
group and the control group were fed for three months, the levels of blood glucose were determined in the feeding.
The variations of PDKI, phosphorylation of PDK1 and phosphorylation of Akt were observed with
Immunohistochemistry in skeletal muscle cells. The expressions of PDK1, phosphorylation of PDK1, Akt and
phosphorylation of Akt were determined with Western Blot in skeletal muscle tissue. Results The feeding plasma
glucose in the hyperhomocysteinemia group were higher than that in the control group (P<0.05). The gray values of
PDK1, p- PDKI1 (Ser-241) and p-Akt (Thr-308) were increased in the herpyhomocysteinemia group with
Immunohistochemistry compared with the control group (P <0.05). The levels of PDK1, p— PDK1 (Ser-241)
and p—Akt (Thr-308) were the lower in the homocysteinemia group with Western Blot (P<0.05). However, the

(BT H] aMAREIT - BUIESEA LIRS EE (2009CD213, 2010CD223) ; =744 MBI -
JiH (2010CD0O75, 2007Co70M) ; ZMAE B/ THEFHHE (2010C148)

(MEZRMN] Wik (1986~ ), %, WdbRMNT A, e, FEAFREPERmRTIE TR

[BIfIEE] . E-mail:shudeli006@vip.sina.com; FJ5. E-mail:wangfang_01@126.com



mailto:E-mail:shudeli006@vip.sina.com
mailto:E-mail:wangfang_01@126.com

55 2 A

B, R RIEREDE RN/ U B UL ZL PDK 520 41

expression of Akt protein was not difference between the homocysteinemia group and the control group (P> 0.05).

Conclusion Homocysteine may decrease the expression of PDK1 and phosphorylation of PDK1 in skeletal muscle

tissue, thus inhibits glucose uptake.

[ Key words] Hyperhomocysteinemia; Skeletal muscle tissue; 3—phosphoinositide—dependent protein kinase
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