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Study on the regulation of Rab—GAP by AMPK
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Abstract  Objective: To examine the effect of constitutive active AMPK on Rab —GAP phosphorylaiton to elucidate the signal
relationship. Methods: Mouse C2C12 skeletal muscle cells were infected with constitutive active AMPK adenovirus (Ad—AMPK-CA).
The expression of AMPK in C2C12 cells was observed by cell fluorescence imaging system. Cytotoxicity of the adenovirus was determined
by MTS. Phosphorylations of AMPK substrate ACC and two Rab—-GAPs (TCBI1DI and TCB1D4) were detected by Western blot.
Results: AMPK—CA significantly elevated the phosphorylations of ACC and TBC1DI Thr590 and TBC1D4 Ser318. Conclusion: AMPK

directly could regulate TBC1D1 and TBC1DA4.
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Fig 2 Expressions of Ad —~AMPK -CA in different time after
infection in C2C12 cells
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Fig 3 The effect of Ad-~AMPK-CA on the viability of C2C12 cells
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Fig 4 Phosphorylation of ACC in C2C12 cells

2.5 Western blot # | TBCI1D1 #= TBC1D4 #) %
B W 5 R, 80 wL Ad-AMPK—CA &t 48 h
J& , TBC1D1 Thr590 F1 TBC1D4 Ser318 43 5l F 2 Xt
HAZH Y (1.68+0.01 fFHA1(1.71+0.11) 1% , 1 AMPK
A] DL E R (L3 > Rab-GAP,

B, 45 AMPK Xt Rab—GAP [R5 /E FHBIFT 99
Ad-AMPK-CA
2 -+ o+
TBC1D1 pThr590 = — c—— am—
pan-TBCID1 v s s v
p-actin - —
ﬁ 2.0
?‘Ef—: 1.5
%=
A oz
Eo 10
T
o 05
=
£ e
m 0.0
-
Ad-AMPK-CA
+ o+

TBCI1D4 PSer318 s S st =
pan-TBC1D4 « ..
p-actin

——

— — —

*#P<0.01,*#**P<0.0001
B 5 C2C12 4 TBCID1 #1 TBC1D4 KIBEER{K
Fig 5 Phosphorylation of TBC1D1 and TBC1D4 in C2C12 cells
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