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[ Abstract] Objective To analyze the Rxra expression level in 6 tissues of diabetic gerbils and explore the
molecular mechanism of diabetes in Mongolian gerbils. Methods We collected 6 tissues including skeletal muscle, liver,
adipose tissue, kidney, heart and brain from 6 diabetic gerbils and 6 control animals, respectively. Rxra mRNA and
protein expression level in the 6 tissues were separately detected using real-time PCR and western blotting. Results The
real-time PCR showed that compared with control animal, mRNA expression of Rxra in skeletal muscle and adipose tissue
was significantly decreased in the diabetic group. However, there were no significant differences in the liver between the
two groups. The relative expression level in diabetic group exhibited uptrend compared with the control in kidney, heart and
brain. According to the results of western blotting, RXRA protein in skeletal muscle was significantly decreased in the

diabetes group. RXRA protein was almost undetectable in adipose tissue. Varying expression was observed in other tissues,
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but there was no significant difference. Conclusions

Lower expression of Rxra is observed in the skeletal muscle and

adipose tissue of diabetic gerbils. There is no significant difference in other four tissues between the two groups. The results

illustrate that the effect of Rxra mainly occurres in skeletal muscle and adipose tissue in this diabetic model.
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A-F. The relative mRNA expression levels of Rxra in 6 tissues (muscle, adipose, liver, kidney, brain and heart)

between the control and diabetic gerbils. Results were normalized to the housekeeping gene B-actin. (n=6, * P <0.05, ™ p<0.01)

Fig.1 mRNA expression level of Rxra in 6 tissues in the diabetic and control gerbils



62 P LA R AR 2017 4F 2 A5 27 58 2 ] Chin J Comp Med, February 2017,Vol. 27. No. 2

A B C
1 23 456789101112 1 234567 8 9101112 1 234567 89101112
RXRAS3kDa = — —  RXRAS53kDa - o T dsin i i RXRA53EDa
GAPDH 36kDa - ———— —— GAPDH 36KDa " s s i s s s e e e G ADDH 36kDa —— Jp— p——
- RXRA-Muscle _ RXRA-Liver RXRA-Kidney
‘g 0.8 215 T 03
go6] T E 2
g 0.6 ] =
% % 1.0 £ 02
13 I3 17}
é 0.4 * = g —|—
g = o
‘5 ‘3 B=
2 00 . 5 2
g 2 0.0 2 00
~ > & =
& 9 S 3 - s &
& & $
D E S &

1 23456 78 9101112

RXRA 53kDi = e e st e e e e e e e 53kDa

GAPDH 36kDa s GAPDH 36kDa P p—

1234567 89101112

RXRA-Brain 515 RXRA-Heart
T 15 >
5 5
g T 210 —|—
% 1.0 Z
— (=}
505 o5
° 2 0.0 .
2 . & 0.
ST S &
& < & 9
o <

A-E 535109 RXRA ZEWNVA HFE B E B RLO EZH U AR R Bl . 2B o5 i Al I
Horp 1 -6 XFHREA 7 - 12 SBEIRIRLE, N SR X A R R T IR BE R e THE . (n =6, " P <0.05)
B2 RXRA fERERIGTD R 5 Fh2H U 2 1 i 3RaA 1 L
A-E: The relative protein expression levels of RXRA in the muscle, liver, kidney, brain and heart between
control and diabetic gerbils. 1 to 6 are control groups, 7 to 12 are diabetes groups. Below the bands of gray scan,
semi-quantitation of data shown corresponding statistics determined using Image J. (n=6, * P <0.05)

Fig.2 Protein expression level of RXRA in 5 tissues in the diabetic and control gerbils
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