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IR ISR

i E. B U 8 A5G L [EE Zh b 3g i K R e e i B IS W B (FFA) | e 7 i =
B (TG) . o i5 A% % JE 5 & & (LDL) A= on 7% % % JZ A5 % & (HDL) & % v9 3k L. AMPK  PPA-
Ra PPARy A ERE# ¥, %40 R SD KR A K% 18 AL S, Miy A&
28 0% .30% .50%F= 70% 3% K i & 288t 4T 8 JB 49 %4 & 4[5 2, Jk & 35° |, #ik 15 m/min,
X 1K, A AAHE £4M KR fE FFA TG LDL #= HDL, /A RT-PCR #4& | K R % w K
ML AMPK . PPARa #= PPARy # MRNA kit &R .(1)5Z#4/ 0%k Kk i £ia3h240
b ,30% % Kk i TiE s g ik LDL F ¥ A %33 & X (P<0.01,P<0.05); (2)%5 %4 #%
207 0% % K A Ei5 30 2048 b, 30% A= 50% 3% K i & & 3 40 69 & v 3k AL AMPK mRNA % %
FtEHBEA G FEN(P<0.05);(3)5%#% 44 0% R A i TE s ,30% % K A EiE
4064 % w9 5k L PPARa MRNA k& i 7t & B 43t 5 & 3L (P<0.05); (4) 5 % #2104 0%
RK i EiEFh AR | 30% % K fi FiE 3h 4069 X W Sk L PPARy mRNA & ik # & B A % it
&S (P<0.01),50%% Xk #i &5 3h 4069 % w9 sk L PPARy mMRNA % ik 5t & B A %t 3 &
SL(P<0.05), %8 B # 4 i[5 3h 415 3 28 K R, 49 o 5 K F & A A T HARE B0 5 &
T, RE fE 5% BT % vk o fig B AR & B F 49 mRNA & & | VA 30%A= 50% 49 & X fi & &4
A AiE  HTIE B T Ak 8 AL IR 19 Sk L AMPK 7 3] A2 PPAR & 4k 69 3k B & ik

KFEIF . R ;g K K 25 ; AMPK mRNA ; PPARamRNA ; PPARymRNA

PES>ES, GR04.2 X#HAREA. A X FE%HF.1006—1207(2015)06—0079—05

Influence of Resistance Exercise on Blood Lipid and Gene Expression of Quadriceps of Aging Rats
LIN Wentao, DU Ya, WENG Xiquan,FAN Jingin

(Guangzhou Sports University,Guangzhou 510500, China)

Abstract: Objective: Observing the influence of 8-week resistance exercise on serum FFA, TG, LDL and
HDL and the gene expression of AMPK, PPARa and PPARYy of quadriceps of aging rats. Method: 40 SD
rats, after reaching the age of 18 months, were randomly divided into the quiet group and the maximum load
training groups of 0%, 30%, 50% and 70% for 8-week treadmill resistance exercise with the speed of
15m/min on a 35? slope once every two days. The serum FFA, TG, LDL and HDL were tested with the
method of oxidase and the mRNA expression of AMPK, PPAR a and PPARy of quadriceps were detected
with the method of RT-PCR. Result: (1) Compared with the quiet group and 0% maximum load group, LDL
of 30% maximum load group decreased significantly (P < 0.01, P < 0.05); (2) Compared with the quiet
group and 0% maximum load group, the expression of AMPK mRNA of 30% and 50% maximum load
groups increased significantly (P < 0.05); (3) Compared with the quiet group and 0% maximum load group,
the expression of PPARa mRNA of 30% maximum load group increased significantly (P < 0.05); (4) Com-
pared with the quiet group and 0% maximum load group, the expression of PPARy mRNA of 30% and 50%
maximum load groups increased significantly (P < 0.01, P < 0.05). Conclusion: The blood lipid level of the
rats changes benignly after 8-week resistance exercise. Different load intensity can affect blood lipid and the
mRNA expression of the related factors. The most suitable choice is 30% and 50% maximum load training.
Resistance exercise may cause the gene expression of PPAR receptor by activating AMPK of quadriceps.

Key Words: resistance exercise; aging rats; blood lipid; AMPK mRNA; PPARa mRNA; PPARy mRNA
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2010 AEEE N e E A O A 8s B . FRIE KRk 31
B CHIBX HET B EANN A D H,60 5 KL
A 13.26%, HHes % KL EAM Y 8.87%M, T
2014 “FH R AT A& R IRS AW EBow . K E 2014 4F
SER AN OB HAM R, 60 % K L EAH 15.5%, H
65 & K UL BN i 10.1%9, X PZH £l R0, R E i
AT B2, HAAR T B35 8 B A, o] 42
BAE NA A T, IR R E A S AR IR 2 AN S

MUPRTE 3 % P 2, R A AT BE & 2 B 8% WLosl A
(sarcopenia) ¥, 2 ECE B WLTIRE IR | MU E B AR N4
T TR U I B T A 2 P AL A S5 A A 12 R
R R f, A AT fE 2 5 i 40 AR R 3L, 4 2
RUMEPRIG | 55  MLAE | 5600 0 0 A L85 T A . AT 3%
B, Bi BH 12 3h T A5 400E 2% 5 i WL 2 e 1) & R ), HLXT B
P —E R RE ) RPF7RI0MEE 8 E MG
32 Z %] [ AR 1w B v B AR 1 R A 2 B sk LA K g
AR PR - B TR BT 2 1 I (AMIPKO) L 480 Ak 1K 344 58
Wi % 37 1K (PPARs) W7 %) PPARa PPARY  JL [ 2235 1)
S, LR BB E 3h 5 AR IE R e & .

1 HMRERZE
1.1 ERNRE5EHHTE

R AEE SD KB 40 2,11 A #%, 1A (776.9+50)9,
W HRAEYEZSP S 0 (FAIES SCXK (&)
2008-0002) W A, 43I R 58 3 HAAF% | i F SR A o i
KoY w MRS, BRI EEERH 909, AHK
K, B AIEIE 24 haE K, 5 R AT R 43 4 o A
(23+2)°C il 40%~60%,

KEH RIS 2 18 A5, RHSTS &S MG PiH
18 SRR BEYLAY A4 AQ(N=8) , 0% K 11 iz 5l
2] AC(N=8),30%# Kk i H iz sh4l ASE(N=8),50%H; K
iz shdl AME(N=8),70% K il iz sh 4 ALE(N=8),H
Hp X A BRI i 94 70 R e e TSI 6 R4S B A e K R
E 43 b, SR R B e SRy A R B i it o 7 7 L % K BRUAE
YKL T HF eI TS IR S BIE 5 s M EE &, s s, B
T B KBRS Ry 35° Y B & 1 LA 15 m/min A 3 e
e, Bz sh 15 s, A S 30 s, TE3F 4 PR E 3 min,
Ik 14,3 41 LAMEI B Kis sl 2 I 16 P[] Bk
2910 min,, & W MEEE)— A B RS ESE R 8 JAl B ORE AT
1R, 1330 FFif . 45 mT, AC 40 ASE 20K
RBA 7 H, RS AR R ek,
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1.2 HERMRE

wJa— U E 4, KRAS & 12 h J5Fc ik, 10%
KA A (300 mg/kg. wt) g i T SRR e, B8 3 30 kR
i, LA 3 500 r/min &5.0> 10 min 4385 M7 , % -70°C vK46 15
T, fBF R RBUR IS L 20, A AR K vk 2% i
W, VR AR T, B A A B S R R R AR B S T -70°C
UK R o
1.3 Mik$E 5 N5

1.3.1 fo 3 FR AR 38 A )

1ML 75 90 23 M IO 8 (FFAV) | IMLYE H 9 = K (TG) | I 75 1%
% B R 2 (1 (LDL) F11M 38 1= %% B 6 25 (1 (HDL) ¥R &
AL BEEAG I | FHAY 28 24 RT-1904C 2 [ 34 4k 20 Br iYL,
R RS A TR ST, K il & AR 1E, ™
6 2 R TR & UL A5 AT

1.3.2 #& v % AL AMPK mRNA.PPARa mRNA # PPARy
mRNA # 3

K SZR E i PCR 7% (RT-PCR)AG TN |, i FH AL 28
BID-RAD 2L H} 52 1 PCR X, il B 7~ M A REFE A A,
AMPK mRNA PPARa mMRNA 71 PPARy mRNA #; il 4
BE. (1) Bk LS RNA 48 5 (2)RNA %558 5 (3) R 5%
I 5 (4)QPCR ¥ ; (5) X} Fih Ry,

1.4 %3t 353

K JH SPSS15.0 FLit R P THE I, S A LY
fH+hRifE2E (X£SD) R, W22 5 R one-way ANOVA
K, LA P<0.05 KT, LA P<0.01 il it F K-,

2 EBHER

2.1 LRI Z 083 B8 K RIS N AU 5 b 1 5

L AA, &l 8 MG bz sh)5 | #5 iz shdl
M RRACEHEFR B T — A8k, 524 (AQ) M, i
Fizgh A KRB EIMEHm =8 (T6), IREERKREH
(LDL) File 2 i 105 B2 (FFA) # HH BUAR R B2 B 19 T e, Horep
30%f K 1 E 2 B 41 (ASE) W I ¥E LDL T M B A 4iit 2%
X (P<0.01), I = % J B 26 11 (HDL) W 7E 4542 2l 41
T ARBEENTE., 5 0w EHizshd (AC)HIL, He
iz h4l i TG LDL Fl FFA 344K, Hb 30%i ki &
iz gl 4 (ASE) W IfiLiE LDL TR Gt 5 L (P<0.05),
7 55 % B i 25 (1 (HDL) W £ 30% 8¢ K 7 B iz Bl 4 (ASE)
H1 50% #% K 11 H iz B 4 (AME) H — E B9 TH 8, T 70% 5%
K EBEH (ALE) 5 HFFF,

* 1 8 BHAHNMEs PR MBERERGIEREN(XSD)
Table [ Changes of the Indicators of the Serum Lipid metabolism of the Rats in 8-week Resistance Exercise (X+SD)

AQ AC ASE AME ALE
(N=8) (N=7) (N=7) (N=8) (n=8)
TG/(mmol/L) 2.90+0.30 2.670.26 2.61+0.24 2.02+0.10 2.43+0.25
HDL/(mmol/L) 0.98+0.14 1.11+0.19 1.44+0.27 1.32+0.28 1.13+0.14
LDL/(mmol/L) 0.35+0.06 0.2620.06 0.09+0.02"% 0.21+0.04 0.22+0.06
FFA/(mmol/L) 1445.98+233.27 1400.00+237.08 1097.73+91.23 1123.45+131.57 924.38+81.94

5 AQ AL, *P<0.05,** P<0.01;5 AC AL ,#P<0.05,## P<0.01,
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2.2 PiBHIE 3 x4 & K BB M 3k L AMPK .PPARa 1
PPARymRNA ik [ Wi

3 Fh H B3R AYRT-PCR X #4184 il 28 Ko H X 1 v it
2345 UL IRl 1 18 2 AR 3, i 1~3 A, 3 A E Y
A B BA e e

1 AMPK mRNA RT-PCR XJ ¥ 38 i £k 8 (£ ) & H X¢
A% (A)

Figurel AMPK mRNA RT-PCR Logarithmic Amplification
Curve (Left) and Corresponding Dissolving Curve (Right)

2 PPARa mRNA RT-PCR Xf £ ¥ 1 g £k & (/£ ) R H 3¢
MR (G)

Figure2 PPAR a mRNA RT-PCR Logarithmic Amplification
Curve (Left) and Corresponding Dissolving Curve (Right)

3 PPARy mRNA RT-PCR 3t %4 1& gh £k & ( &£ ) & H 3¢
MR (F)
Figure3 PPAR Yy mRNA RT-PCR Logarithmic Amplification
Curve (Left) and Corresponding Dissolving Curve (Right)
MF20 0, it 8 MahiHZsE, SEwHA
(AQ) #H L, 454z ) 41 i i b sk Il AMPK PPARa il
PPARy mRNA FiE¥WHM T AFBEN T &, Hh, 7
AMPK mRNA %3k [, 30% & K i E iz sh 4l (ASE) M
50%E K EIEFH (AME) WA BB EAESIT%E X
(P<0.05);PPARa MRNA A TE 30% 8% K 7 & iz 5h 41
(ASE) W Fmi B Gt % & L (P<0.05);PPARy
MRNA ik 75 30% % K 11 # iz 540 (ASE ) F1 50% 5% K 17
HiZzshd (AME) WA EHEASITE XL (P<0.01,
P<0.05),
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*2 8 FMAHMHIZE KRR Mk AMPK, PPARa #l
PPARy B mRNA 3% (X+SD)

TableIl mRNA Expression of AMPK, PPARa and PPARy

of the Rat’s Quadriceps in 8-week Resistance Exercise (X+SD)

AQ AC ASE AME ALE
(N=8)  (N=7) (N=7) (N=8) (N=8)
AMPK mRNA 0.04+0.03 0.06+0.02 0.29+0.18™ 0.32+0.12" 0.14+0.08
PPARamRNA 0.07+0.06 0.19+0.08 0.45+0.13% 0.25+0.11 0.21+0.05
PPARYmRNA 0.02+0.06 0.12+0.07 0.43+0.16"* 0.25+0.01"* 0.12+0.07

W 5 AQ AL ,*P<0.05,** P<0.01; 5 AC AL, #P<
0.05,## P<0.01,

M5 0% 1 T3z s 41 (AC)AH Hb , LA 4532 3h 20 iy It bl
3k L AMPK _PPARa #1 PPARy mRNA 2 35 725 1k H A K~
—#, Hrh ¥ AMPK mRNA %Kik b, R &z shd
HF 5, 30% 5 K 11 H iz 3 41 (ASE ) A1 50% 5 K 11 532 3]
41 (AME) I F+ 1 ¥ B A 4811 2% & L (P<0.05) ; PPARa
MRNA F£IETE 30%5 K 11 B iz g 4H (ASE) i FHE A 48
8 X (P<0.05), 7 50% f% K 1 T 12 5 41 (AME) I
0% KM EZ A (ALE) AR AEASITH=E X
(P>0.05);PPARy MRNA ik 7E 30% 5 K 1 & iz g 4
(ASE) il 50% % K 1 # 3z sh 41 (AME) B 7+ 2 B oA 48 it
2 Y (P<0.01,P<0.05), MMiZE 70%H; K i ®iz sh4
(ALE) /KT 5 0% Eiz 3 4l (AC) ik .

3 SaHi5itie

3.1 BRI 25 s e R G b

1RV =R R S AR LR DL i SR, LR
LA S AR AR %5 B AR £ 1 (VLDL) o B2 5 ORI & 3
TG MINEFE BT B 75 14 2 6% . LDL F1 HDL J2 JIH [ B2 (4
FE M, Hoh LDL S IR [ EE G a2 Ak A 40 ) 32 B
3, HDL B 32 2 3E 47 IR [ B 1 336 ) 52 A h i 85 TG,
ik HDL-C J2& 5| & 0o A ST fa i B 2, 1T FFA T4
TIE S AR BN [ 5 2R AR POt B B BILAAR 1 1 i
Ak AR R TT g B IR 5 28 OB T IR R IR 2 1 R
(LPL) WG PEREAG, W7 F:30 TG Al VLDL i1 i% Bk
it, Bl FFA P&, FrE iy FFA L EA IR EEH
SHLC 3 0 ) A A 2 04 R AR SR S 3 — 25 e
e 5 RHCHUIEIR

A B 5 O 8 4 22 10 5 1) 8 AE EA TR 25 12 )]
i, g TG 7K i 2% T % B 20 Az 2hii B 8K,
LDL i FiE 3hii /K F, T HDL W) & 2 = T % B2 155 3
AT B KO0 B4y 22 45X AR 2 BUBE PR R T 9 JH
PIPLBR ISR, & BPIBHIIGREE A iR I7 A B SR AliiR T A
TG A HEEE(TC) LDL-C /K FHEAL, FAFFTR I, T
FELYI 25 FT 83 3k £ 2 AL At I ) 5% e DA 38 I AL Rl
VAL FIEE IR FRFA 1RE T, A 80k 5 AR 1 e,

AT R, 57 (AQ) K UM 1L, &5 8 JH
FIPIBHZ B, 4532 3h 41 B9 1 AR 7K 24 A A AL R
B 75 177484k, {5 TG HDL 1 FFA (%725 16 31 N B A Go i 2
B 30% % K £ 4 (ASE) 9 LDL /K- T A

i
=
5
in
>
=
B
T,
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BEW(P<0.05), 5 0% AMEH(AC) ML, HA%
B S 4 AR TR ARt S B W R A4Sk, R TER
[Fi] £ 8 58 3 BRI 30 v, 30% 114 i K i o ek A ) T AL
PR LT BRI, WA B 92 0328 B 5 b, 8 Zh 4 K
B R i BFRIE B A K 6 min, 254 v a] ik S 1] Bk
ORISR R AL RE N BB sh %, RN A LR S
SRR, X845 2 3 4k Bl RS 95 AR 28 1k K 251
ANEFG R LW EERE, (B454 PR E 3% KR
I J A AR AT N B 58 BSR4 R B BHL I Bl X il i IR
A — @ W R4 flR, WiskH 30% i oK 1 & &2
BILSEEE

3.2 HikLiEZh SRR KRB LAl AMPK mRNA #ik

I R I A O (AMPKO) JE i o (B Ly 3 NI
B B S = R TIZ AR TR L RFDE e B R R 1
A4 1 AMPK RERT 5 shor i ARk 2, ana i fe Fn
FFA &L, 38 0n ATP F= & | [6] s v] 56 1 & AR i i 1%
W FFA & BRI [ 5T A B, /0 ATP JHFE], AMPK &iZ
Sl A A 0% FE 2R R, R 0 AL R A A
3 F FRA UL TS AR T Ik 2 22/ R AL 0

5T 7R, AMPK J P 7 5t BHLAZ 205 7= . Drummond
SR, AEYUHIE 3 13 h JE AR AR R L
T AMPKo 8 TR A6 38 i, 3681 AMPK 6 #3597 &, Hovh
BAE AT B B Dreye 2547 18 | A FEATHIBHIE 3
Jii, AMPKa? (135 14 B 2 B 8. 7+ = BT Rpse 22 8l 1 hisl,
Oh 2l , 47 K Wik AT 8 JABiBLIZ zh)5 , Hik K AL o
) AMPK B R AL 384 hn | AMPK 35 1t T | T #4710 738 30
AT K RN A X R AR AR I Ak, AMPK 1] 34 i FFA
AL TG BIA AL, A S 78 457 1 196 22 il Sk 7 44
A AN FRA B8 LT RERUZTE AMPK A T S8 B eel
Leff T 25 M55 IE S AMPK 18 7T 38 1o 97 38 2 A ) 22 35 Sk ek
H M IR0 Zaha ST LR ) AMPK AT 3E 2 - 9
PPARa ZRik, JH 4 FRA QG A G Ae g Un 1A Al bl Al 1k 7% 75
fit} -1(CPT-1), #F M {2 BE FFA ALY,

ARG B 8 M A MZ s E, S%HA
(AQ)H Lt , 45328 Bl 4 A BLAY B U 3k Il AMPK mRNA 335
BRI T AFRENTE, M5 0% EiZshid (AC)H
o, AMPK mRNA KATE R Az sl R A FE ., H
H B FRINTE 30% 5 K1 83z 3l 2 (ASE ) Al 50% 35 K 1t
Hiz g (AME) & ¥ B A Gt 2# 8 L (P<0.05), i
B AMPK mRNA £ I U 3k LA i 2R3k 28 A 5 3R w09
LI ZE R MM Z AL, IR AMPK mRNA 78 B DU sk L
th R IA AL S PO ISR B R B B — 2 B ORI A
W Bs iz 8 AMPK {06 S LEF 28R 56, 12 80
fig 0 2 T = 18 L AMPK 1B ER Ak, (RS RE (PR UL b i
AMPK JEPEFH ) A AE AR FE o, B B PH £ 8
R 38 0 JBE DU Sk JUIL v e 20 FE A BR BILET i 45 i 16 &2 | DA 5
M T 70%dx KM EIEEN4H (ALE) h AMPK mRNA (13
ik, FES AR BN TE R S R T, 30% 1 i K AL
RH 25 ] B8 5 47 1135 AMPK mRNA (3535, M 3E
AENLEBE BRI
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3.3 HibHE 3 5 & K BB W 3L L PPARa.PPARY
mRNA #ik

a7 4R Ak ) TG R 184 5 0 0 32 A& (peroxisome prolifera-
tor- activated receptor, PPARS) J& — Fft [l B 25 Z 1K | J& T #%
FZARMEERFER S, il AE M NERENEL, BA
IFWA (o B y), EEEHIE T AL B AT 0025 5 W
MR ALAR A BB A Rk, B RGP SRAF A EA]
FERR 07 2B B | B ARG e 5 3 os Pk ks h R AR
FHY A T35 7 R AF 5 e 107 1 AR 40 F S il i 2

PPARa fER—AEBEMARFIAWEF, £B3hucs
MG & HEE B ER . AR ENEY  f A B3 A
Sk ek 2 i U A QI G TR e 4 58 T 8% LR PPARG 7R SR
FIBHRE K1Y 35, Goto ZF 5T #E /7 FFA YE4 PPARa
WA AR ECAA , 32 sl 30 51 H R 1 FRA 0% 300 PPARa O
J& ) PPAR« X i LA 15 4 98735 4 Y, sk IS5 4R H iz
S T HUARXT FRA IR, AT REJZ B00% T PPARa, 215
T CPT-1 ik, T K98 T HLIR Y Sk BE ), FEAK T IR
BRETLA A A SEGE T IER L, PPARy EZTEAR
iR A EEAE ], 7ESh ) SE B IR S PPARY
FE 3K BEAE 4 1 R v b | T R 5 e T AR 40 316 A
AR 4 LAY T RE SR 2 5 R B R AL (IR) BT 1L,

Stotzer 45 (W 5% & B, 10 J& 4 €A% Bt BH 3 1l 25 mT ok
2550 5 SD K FUIE R AR Wi 412U PPARy By 3R K ik
HAR R Y B A AL,

ARBFFELE R BN, 5L EAAQYK AL ,8 &
BibH 2 3l 4 %32 3l 20 K BB Y 3k L PPARa 2 PPARY mR-
NA 1 2 35 #8 H BUR [7 F2 B2 19 1 J+ , PPARamRNA 3£ ik
16 30% % K Iz shdl (ASE) myTHE B Giit & X
(P<0.05),PPARY mRNA % ik 7 30% fix K 1 #i28 sh 4
(ASE) Fil 50% 5 K i # 128 3l 40 (AME) 19 T /55 ¥ HLA 483t
¥R (P<0.01,P<0.05); 5 0% Hiz s 41 (AC) M It ,
PPARa mRNA 35 7E 30%3x K i 5 iz 30 4 (ASE) 1Y It =
HAES: %% X (P<0.05),PPARy mMRNA FEik7E 30%1x%
K B iz sh 41 (ASE) Al 50% ¢ K 1t T 32 3l 41 (AME) 1) Tt
B BEE S X (P<0.01,P<0.05), HifHizzshH Kk
U PE 3k LY PPARa & PPARy mRNA 1Y 55 ik 28 1k 5
AMPK MRNA #3548 fbAH — 3, $&/n i BH 2 3l ml 58 2
T AMPK 2351 -3 T PPARa 2 PPARy fY K #ik
25BN, PiFHIE 3% PPARYMRNA 768 88 L4024 rp
RIREAR L, 5HAEIEHALR A H A — K
e, T /NGR B  E BT IZ 3 T AR 51 A2 PPARa B2 PPARYy
MRNA 33875k , S il A 1R 35 i 58 K 1 i BE 71 26 e B
iz 3 HA W R R R

4 i

8 JE Y M 5 4L A2 3l 7T 442 3l 4 KRR AY Il 7 IR 10 it
IR ) A5 R F AL A EE Y O AR A, R BB IY Sk LY
AMPK mRNA .PPARa mRNA F1 PPARy mRNA K323k i
5 1 g AR A A — 25 el AR 5 N[ A £ EE 58 BE RIS A Il
T AT A9 mRNA ik, DL 30%71 50% it B K £ B
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BoNAE , il 30% 5 K B = (14T B I kot R BRI i A
£t # B 0 sk L AMPK mRNA PPARamRNA Fl
PPARYMRNA (13 i5 55 0 A F 5 B 04 3k L PPARamRNA
A1 PPARYMRNA [¥) ik 5 AMPK mRNA %5 H—2(, ##

PRI A AT e

LS AMPK T 51 PPAR 32 A ity
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