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Effects of exercise on SREBP-1c signal pathway and fat synthesis of the liver of
mice with dyslipidemia induced by RBP4
ZHANG Ming-jun
(Department of Physical Education, Huizhou University, Huizhou 516007, China)

Abstract: In order to study the effects of exercise on SREBP-1c signal pathway and fat synthesis of the liver of
mice with dyslipidemia induced by RBP4, the author established a dyslipidemia mouse model by means of RBP4
intraperitoneal injection, set up a one-time exercise group (ROE), an 8-week aerobic exercise group (RAE) and a
calm control group (RC), and revealed the following findings: comparing the mice in group ROE with the mice in
group RC, serum RBP4 level decreased significantly (P<0.01), serum TG and liver TG contents had no significant
change (P>0.05); comparing the mice in group RAE with the mice in groups RC and ROE, serum RBP4, serum TG
and liver TG contents decreased significantly (P<0.01); comparing the mice in groups ROE and RAE with the mice
in group RC, liver SREBP-1c mRNA expression decreased significantly (P<0.01); as for the mice in group ROE,
SREBP-1c protein expression, FAS mRNA and FAS protein expression had no significant change (P>0.05); com-
paring the mice in group RAE with the mice in group ROE, SREBP-1c, FAS mRNA and protein expression de-
creased significantly (P<0.01). The said findings indicate the followings: RBP4 significantly increased mouse
liver’s SREBP-1c gene and protein expressions, activated SREBP-1c¢ signal pathway, and promoted liver fat synthe-
sis; 8-week aerobic exercise restrained the role of RBP4 in promoting fat synthesis in the liver, improved fat me-

tabolism; the mechanism involved with reducing RBP4 level, reducing liver SREBP-1¢ gene and protein expres-
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sions, restraining SREBP-1c signal pathway activation, and reducing the liver’s fat synthesis function.
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TERPEMESE 15, 208 Matsuda M 25805 004 7
RBP4 53 AL BB R A il 2%, BEBLPEIE 30
HU/REL, BERIE N 80 we/ml HYEZ A RBP4(NP-
006735.2, Met1-Leu201, W4 [ J& 12 m7EY0 d) B I
SR, AFH 15: 00 HH—K, FIK 1 mL,
SRS 14 do XHIRAL 10 JURRE TR A HE K
914 REEE 12 h i, BREESCR I, LA TG(mmol/L)
AKEHE N ZE AL 45 ), RBP4 i
A5 BOE 8 2 5 RBP4 3 4T 4 (1.72 + 0.02)
mg + AL 5%}EZH(1.01 £ 0.01) mg « dL™ H%Z, P<0.01),

RBP4 53 (Y R ACIH ZE ALY BB AL 0 4, i
RBP4 753 (1% g A1) 25 L 4 # X 4 (RBP4 control
group, RC 41). RBP4 iR ZERL— kM2 3
2H (RBP4 one-time exercise group,ROE £H)HI RBP4 i 5
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519 5° <GCGTTTCTACCACTTCAGGTTTCA-3",
FAS F#514¥: 5° ~CGCCTATGGTTGTTGACC-3",



514

KB, BB S A A 4 5 SRR BUFIE SREBP-1c {5 Sl B ARG & B2 141

TSI 5° -CTC CAGACATTGTCCTCC-3" , ¥
SRR G BT . BERC BT R G T B b e
JEHLIREE R, HARHE 5 N2 5L Fak 1y LA e
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RC 6 93.03+3.56" 1.7240.02" 52.2742.43Y

ROE 6 72.3342.07"? 1.72+0.08" 51.68+3.17"
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NC 41 RC 4 ROE 41 RAE 41
4 STISELBTHE FAS EHFEIL, X400
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NC 6 0.23+0.03 0.15+0.01 0.20+0.01 0.11£0.01
RC 6 0.91+0.01" 0.83+0.02" 0.88+0.02" 0.85+0.03"
ROE 6 0.74+0.03"? 0.82+0.04" 0.88+0.03" 0.85+0.03"
RAE 6 0.44+0.02D9 0.58+0.03Y2% 0.51£0.019%% 0.42+0.0192%
1)5 NC 41rkik, P<0.01; 2)5 RC 41ikik, P<0.01; 3)5 ROE #41tkik, P<0.01
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F R, PSRRI A R, R ) i
R T L) VLDL-C, g4 /KT,
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WA FIER K, #2725 RBP4 XS 5 B 1
BORA, BahMELATE A, SR HE— 5 ISR 4y
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kAR B RER(2<0.01), JIFIE TG A& FIfl TG
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