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INTRODUCTION Overexpression of GDF5 led to upregulated expression of thermogenic genes in

SWAT
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The P38 MAPK pathway regulated GDF5-inducedthermogenesis in SWAT

s

- - -« a ucP1

~1i

- - N
o unwownw o
L1l 1.1

A sy |UCP

—
D e e e, [H5P0

Relative mRNA level

8 B 8 8P

-
SWAT BAT

AL A0
$v¢\v°v0‘é\

W N L&
o QA >
!\,9 T RE

g o o o 8 = = o
QA A a® N P VPO P

@ 2

FIG. 1. Fabp4-GDF5 TG mice generation and GDF5 expression profile in TG mice. (A) Western
blotting analysis of GDF5 expression levels in three adipose tissues from 7- to 8-week-old WT
and TG mice. (B) gPCR data of GDF5 mRNA levels in multiple tissues from 7- to 8-week-old
male littermates (n = 3).
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