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3-6. in vivo TEERANA AF 7]5 E AFd 3 vil==d 549 g3 74A

ve=d FJA in vivo A% AMPK, PPAR-§ (Peroxisome Proliferator activated Receptor—§)
PGC-1 a (Peroxisome proliferator-activated receptor Gamma CoactIVator-1a )7} S7Feubd, A TollA

a7} olv] ZEw® AMPK-PPAR- 6§ -PGCla FAEEA lAdlol=rt A $57)% e 93 Fva 3t
T US Aolmg | AAld 2-59] WFHO R jp yiveold A 7T E AFS el

SoAst, e/ E 19 vhehdl wish o] 873 @Ee] o|=AlME dolHEYE, vEsY Fo dE 1§ I
9 oElEE ol A= 1§ W A4 Asol vTel fE1F N A9 FAut o e oz

e offt %2

e
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¥
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~

F1
= 2 1] == olH =& = e A
(Z&F 1) (27 1D (& IV)
312} 2] A) a a a
871 1.46 + 0.13 1.50 + 0.13 1.45 + 0.11 0.3256
249, mm
3=} 1.4 a
gf;;ﬂ A 154 + 0.13 1.67 £ 0.16 154 + 015 0.0046
T3, Im
BE SR a a a
71 FHAA W6 05+ 0,42 6.33 + 0.35 6.37 + 0.72 0.1082
7], mm
557 AU Wy 00 4 o opf 243 1 098 3.82 + 1.01 0.0445
ﬂ7], mm . —_ . . —_ .
A A) 3] a a +
e 45.48 + 6.25 45.70 + 5.82 38.77 £ 8.59 0.0019
955, %
P B . .
U;ZM* u= Al 81.55 + 6.12 82 .00 + 5.31 73.87 + 10.13 0.0007
ASEel o]gt 2414 |1.04 + 0.06 a a 0.0313
e i 1.10 + 0.07 1.07 £ 0.12
AT, g 23824 + 11.69° |206.46 + 16.73° |236.20 + 7.58° [0-009
/\] ]- =] a a a
48 AL g 1.47 + 0.16 1.47 + 0.15 1.78 + 0.35 0.062
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