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L2 B0 5 S 1l 26 Be Z2 B 2k O L A
K RO WLER 37 E 1 52 i

oA FEF? kme E OB OMAZ? BEHEPT A48 Ko

WE HM MRLEREF ALK S Hx 44 MUAEE (acute coronary infarction, AMI) <& it
AR AE R B TR R Ak B3 B — 3B (glycogen synthase kinase-33,GSK-3B) & ik 8%, FHik
KA LIRS IR AT & AMI X RARA 3B F R A0 AR FRA AL LEZEFRG
M EFRGA) LER SEEFA(SHETA) L RREFBFA(BF B M), F412 R,k

FHAAERN AL T AR L KE RN, AR ELHASREF L TR HMGTT, AT E 3 E R A
;,MJJJ’J MBS ) Ak s Masson = & 4 &k 3470 LR 5L @ AR T 5 ¢ R 5 B2 & PCR A8 0] S e
REERE AKX AR B EERIG I F AR v H B EWE T 1a(a subunit of peroxisome prolif-
erators-activated receptor-y coactivator-1,PGC-1a) .PGC-18 . w4 "R B F (nuclear respir-
atory factor-1, NRF-1)#= GSK-3 g mRNA %k, &R SR FRAEK, AL CIARLFERIE X, O
24 F % ,PGC-1a.PGC-1B #= NRF-1 mRNA #iA %1%, GSK-3 mRNA &k 7+% (3 P<0.05)., 54
RILAYLER , B TR 20 B 308 07 i fe S 4808 7 LS LR SL B ARG ), S H AL & L NRF-1 mRNA R 3,
M TFAN LA % 4878 77 41 PGC-1a = PGC-18 mRNA A # &, % 484 77 41 GSK-38 mRNA & ik 4k
(¥ P<0.05), 5 E3FMbrarbir, &3 % J7 4142 4h % 42 & (fractional shortening, FS) . £ 3h ol 4 &
(aortic systolic blood pressure,SBP) &, % 4% 77 84t £ 44 (ejection fraction,EF) Ak, %3578 77
L Fe % ¥ 7 4 PGC-1a .PGC-1B8 % NRF-1 mRNA &2 T, % 454740 GSK-38 mRNA & ik T (3
P<0.05), 5R#%Irabir, 44974 FS EF., £ £ % £ /& (left ventricular end systolic pres-
sure,LVESP) .SBP.GSK-38 mRNA %{&(P <0.05) ., &it WLWEREFRALER ZHELAKE AMI X
RS T A U8 S LR ST 8 AR AR S L AR AR B AR R 3 R B R S A AT AMI KRS Mg i 4
KRR AP AE ) T A 2 18 i GSK-3B 15 58 3% 5L 3L

KR LREEF; LRI L, GBI ARG A EN TR y BN EE T 1a;id
FACAD B AR IG A AL AR y 3B EACE T 1B TR A T 48R A R B B - 38

Protective Effects of Cornus Officinalis Total Glycosides and Cornus Polysaccharides on Myocar-
dial Mitochondria of Acute Myocardial Infarction Rats: an Experimental Study CHEN Dan', LI
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ABSTRACT Objective To observe the effect of Cornus Officinalis total glycosides (COTG) and
Cornus polysaccharides (CP) on myocardial mitochondria and expression levels of glycogen synthase
kinase-33 (GSK-3B) of acute myocardial infarction (AMI) rats. Methods The AMI rat model was estab-
lished by ligating the left anterior descending branch of coronary artery. Rats were divided into 5 groups
according to random digit table, i.e., the sham-operation group, the model group, the COTG prevention
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group, the CP treatment group, the COTG treatment group, 12 in each group. Normal saline was adminis-
tered to rats in the normal control group and the model group by gastrogavage. Corresponding medication
was respectively administered to rats in the rest 3 groups by gastrogavage. The cardiac function was de-
tected by echocardiography and hemodynamics. The infarct size was determined by Masson trichrome
staining. The expression of mitochondrial biogenesis genes such as a subunit of peroxisome proliferators-
activated receptor-y coactivator-1 (PGC-1a), PGC-18, nuclear respiratory factor-1 (NRF-1), and GSK-
3B mRNA were detected by Real-time PCR. Results
ocardial infarction size increased, cardiac function decreased, the expression of PGC-1a, PGC-1B, and
NRF-1 mRNA decreased, and the expression of GSK-3 mRNA increased (all P <0.05). Compared with
the model group, myocardial infarction sizes were reduced, cardiac function was improved, the expres-

Compared with the sham-operation group, the my-

sion of NRF-1 mRNA was elevated in the COTG prevention group, the CP treatment group, the COTG
treatment group; the expression of the PGC-1« and PGC-18 mRNA was elevated in the COTG prevention
group and the CP treatment group; the expression of GSK-33 mRNA was reduced in the CP treatment
group (all P <0.05). Compared with the CP prevention group, fractional shortening (FS) and aortic sys-
tolic blood pressure (SBP) increased in the CP treatment group; ejection fraction (EF) decreased in the
CP treatment group; the expression of PGC-1a, PGC-18, NRF-1 mRNA were reduced in the the CP treat-
ment group and the COTG treatment group; the expression of GSK-38 mRNA decreased in the CP treat-
ment group (all P <0.05). Compared with the COTG treatment group, FS, EF, left ventricular end systolic
pressure (LVESP), SBP, and the expression of GSK-38 mRNA were reduced in the CP treatment group
(P <0.05). Conclusions
area, and promote biogenesis of myocardial mitochondria. Their protective effects on the mitochondria of
cadiocytes might be achieved by GSK-3B signaling pathway.

KEYWORDS Cornus Officinalis total glycosides; Cornus polysaccharides; acute myocardial infarc-

COTG and CP could improve cardiac function, reduce the myocardial infarction

tion; PPAR-y coactivator-1a; PGC-1B; nuclear respiratory factor 1; glycogen synthase kinase 33
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2 M0 LA 3E (acute myocardial infarction,
AMI) H A& I KA T g i n) . A iR B,
g rh 251N PR PUEAI G A0 WUIE R
VEFR Xt o P Bt P8 05 AL P L s
B WUIE I PRI V-0 LR K B0 i 454
FER  HEHXT AMI R BRO LSRR L3 1 T AL
il B AR AL M IS BB R - 3B (glycogen syn-
thase kinase-38,GSK-3B) /& —Fl Z Ih BE 1 22/75 &
FREE PG . 3 AF R I IF T 78 GSK-3B 5.0 Lk
I PR AR O LIRSS Lo LA R T Sk
AL Y S A S BT L IURE AL 5 A E RO L H
TEVR O A I 5 R ) 1 4 B R Rl
ZE BT 2RO WU K RO L R A2 B A P B VR
FARAE FH 2 7530 5 GSK-3B 15 53 % 1t AN 48
AMFFREYIRGT T IR 51 ST S L 88 200 AMI
RO LR A DR 47 VR T B HoxF GSK-3B ik 1Y

AT
wHRSAE
1 ZhYy 96 H i SD K, SPF %, (A&

200 ~250 g, /7 ERFR 2= S sy oo 3 4t i
A5 SCXK 2006 - 0015,

2 W) B )T AR A PR
PRAE LG0T Rl 28 2 0E ) R A B
NG IR IO E

3 R A EEA  Trizol (Invitrogen 23
Al ,#1t5:1373341) ; SuperScript Il Reverse Tran-
scriptase SYBRTRT-PCR i 7| &, (Invitrogen 2%
A, Jit5:18064014) ;¢ 7 PCR i{jfl £ ( TaKaRa, it
5:BK8803) ;BCA-100 & [ i i 2 o i & ( |
S REEE AR W R A B2 H] L HiE5: K3000 ) ; Tris-
base () IMFERAYBHLABR A A, L5 :2008616 ) ;
30% P TERR/ 0. 8% N’ N-T7 HI PN 45 15k i ( R e 1% 4=
YR A BR A H] L 415 : 091001 ) ; SDS JnAEZE itk
TaKaRa, #t5:D606) ; Tween-20 ()M @i fELE Wkt
AT L5 :20090510 ) 5 33 B i 4k ( APS, )7 M
AR YR A BRA R, 45 :20100420 ) ;N NN,
N’, - P 3L 2, — e (TEMED, Sigma, 1t 5 : T8133 ) ;
GSK-3p MLz itk (ABCam, fit5: ab32391) ; B-
actin(1# -+ 2%y, 41t 5 : ba637 ) ; 3t (Invitrogen
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oy ), 5. SC465 ) 5 k2 & IR Wk ) & (In-
vitrogen /A7, #1t5: 20090813 ) ; i 52 E S A &
(A RAEYVHE AR, #5:080310 ) 5 B E#E (il =k
HivaR L T, #5:080814 ) ; S5 (M B AE A By
BHEA RS ], 45 : 090504 ) , S 79 B (1 M @i AE A
YR A FRA 7, #5:091012) ;75% £ /i ( DEPC
H,O e i, )7 MM g A AE R B A R A A, 5
080918) s H &R ()7 M FE e 4= ¥, #£5: 081107 ) ;
10% 7K A5 S ([ 25 48 b 2R A PR &)L dit 5
090310) ;4% Z R W ()M B AERHE A BR A A, it
5:20090922) R EH 52 vk (PBS) T4 (InE K
BioBasiclnc 24 ,#t5:0910P06 ) 5 Fh A Jie (7 M
BAEAEYI R A BR A AL H1E5:081024 ) ; —HZR ()
A=), k5 : 20090418 )

TR BL-410 BUEWHLRESL K R 50, AR AR
AR A PR F s ALC-V8B FU S IR ML, | i /R
BHE AR WIB A R A W s XP-500 JE e fie s, it
TCRFE RS A RN ) s LG16-W G I o 3 B0 AL, b o
BEHE L5 LDZ5 — 2 R B AL, Jb Rt I
DAL 56010 S5 E T, L4 il AT
J s DR-HW-1 Hy A R A IRLAS , b 5 P8 30 X 5 97 4 0
I YKH- TRV AP & 4% VIV BT e bl 5 (I
## ¥ B .0 ML, Eppendorf Centrifuge 5415R #1;
DT5 — 2755 B0 AL, ALt B R B DAL 5 5840 - 1]
WG4 66T, Beckman Coulter DU-800 ; =4
Jii{, BD FACSEALIBUR; %yt 2B 5 7 PCR Y,
BIO-BAD Pyl & 5Z B % 5 PCR {Y TL988-IV 7Y, )
2255 4%  Nikon TS100, #7508 E{Y, Acuson
Sequonia 521 #I; i Jk Il HL ¥ & 4, BIO-RAD
BE6085 ; Hi zh2) 3¢ % , #[H IKAT 10 basic 4t/

4 FPEREINEE S0 A R AMI K B AR
FET- R M 96 H K BB AL R B 4. B R S
Bk[137],% 60 H SD K il i 25 FL e R 8h ik 42 wir b
il AMI R BRI, R Y BR WL, 45 L7 ik A2
TR SCa , G I Y AR 1 DX 0o U 9 T 23 €8 phy 200 A A
HEE KA. FAAEHICROEE, UARE ST
BB R 0.2 mV LLE SRS FLS T bR &
ARG 24 h f£75 36 H Bl LA 7 3R 1 43 R 4
2R B S IRIT A (R IRIT A Rl 3 2 W67
H(EHEITH) 412 B, 5 36 HEEHLA MR
FARL (12 50) il 2 g 84 7 i 21 (R 99 B 4
24 1) AT AR A AR 3h Bk A0 R S HUZE RN 4
FUs BT 100 7 4 285 4L e bR B0 ik 2 i % S, R v AR A
W15 HOEE A2y AR T 3 H, Bl 26 9 B i

it 12 H,

5 25k SHCHER[14 ], 12 g/kg 1L
BT B 4525 MY TR B i 20 . A4
LLZR B AR 2G4 ORI 8 25 T 1L 2 93 R Sl 2R 8 20
MR, A SE I 2 05 2R IO 16% , RU T &
12 x16% =1.92 g/kg; IR EHEHAR 4. 9% , I
PR 12 x4.9% =0.588 g/kg. A A B SLBRA
BEITAS IR 6 G Ml 8 2R a.
200 g KEUILZRBE ZH45 251 1. 92 g/kg x0.2 kg =
0.384 g, IR B B 4525 0. 588 g/kg x0.2 kg =
0.1176 g. KEMEE &4 10 mL/(kg - d) ™' M5
A 5 A T 24 ST e A 3R /K T ) BT VR
Ho IRTARHAMBBIH AR ARG 7 K I H: BEER KR
B BH B AR 7 RIS HRS ARF7 RE
PEERKTE T 5 1L 2R B IR T AU 2 WG 7 R 7
RAEMEEAKMER ARG 7 Ko 32 8 S il 2 e
ZHHEE .

6 KRR Mk

6.1 EA.LIEKGA TR 15 R, 4
B e HOK BB G SRR - T S O s R A . 4R
KA 156 MHz, BURUI B 55 46 % Kl A gL Sk ALK
AU I AG I S AR 4 - A (R) PR s KR BE (in-
terventricular septum systolic thickness,IVSs) |
2= |A) B &7 5k K ) F (interventricular septal diastolic
thickness, IVSd) . /2 & J5 B2 W 45 K JE & (left ven-
tricular posterior wall systolic thickness,PWs) |
I % J BEET IR 2 ( posterior wall of left ventric-
ular end diastolic thickness ,PWd) . 22 % Ik 45 1 12
(systolic left ventricular diameter,LVDs) /== 47
ik M 4% (left ventricular diastolic diameter,
LVDd) A= W4 K 25 FL (left ventricular end sys-
tolic volume, LVESV) | &£ ZE & 7k K & 1 (left ven-
tricular end diastolic volume, LVEDV) . 45 %l 45 /5
% (fractional shortening, FS) &t 11 434X ( ejection
fraction,EF) .

6.2 IMyshyER RARIAN 6 HORR,
LA 10% 7K £ 48 35 mL/kg JE i 1 56 BRI B, 1 5
T EUR b, A B Bt L S WL R 3 i s ik, 47 390 50 ik
8 I Ebnds Etna o =l i S8 5 1k
TGRS Kad AL % 4 2 AR e AU Il s/ T &
shik I Hh 28, B i€ 10 min B S8 AL O FEid 5
feE I ek, I R0 R0 % (heart rate ,HR) ; I
25 A B SR ALC R T 0 D e S 40 F 3l ik
45 i (aortic systolic pressure, SBP), & 5 ik &F
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7K 1 (aortic diastolic pressure,DBP) , Z& % I 4 A<
& ( left ventricular end systolic pressure,
LVESP) . A= 477k K JE (left ventricular end dias-
tolic pressure, LVEDP) | £ & W & i K I Ft %
(maximal rate of rise of left ventricular pres-
sure, +dp/dt max) Fll % % ( maximal rate of
decrease of left ventricular pressure,-dp/dt-
max ) , DA i e 2 W 4 5 P SR I RE

6.3 LJILHZ HE Be@ K sl e kil s
KEL(6 H)ALFE, T M R O E , T 2 % B AR Joe R I T
MUIH ~2 [T 4% Z R P REE W 24 h, W
R K (35 B RS MR, WO SRR I E S Fr R
255 um fE HE 444,

6.4 CNUEESEEAR R A O 3l R A I 1R
FL(6 )k H Masson = fa 4L g I i 4 .0 WL
W, ZEZDIHL AV RE 3 ~5 pm Bl 7
7K BE S #E17 Masson Je s, &Rk U] ik 5 M HLET,
KM Image-Pro-Plus 6.0 &4 i tLI-G /341 R 46
(Olympus 22 8]) 43 DA AR . #e DL R AR
WEEZE AR O WU SE T AR (Infarct size,IS) (%) =
o2 GO AR IR A BEL0 AP S BE + 0 W RIR K
JELOWIEEREE) x1/2 x100% o

6.5 UL SRR K A A KR I PGCA1
PGC-1B FAHIAZAFIR A F-1 (NRF-1) BRI LR R
MZEESEm E i PCR AL, (1) RNA $2I(Tr-
izol ¥ ). HU 100 mg 41 21, Trizol ¥ #& B0 L &
RNA . 551 - AT DL 606 BE T EA s60 A o60 HI R
JCAE, LU B FUAE (A 560 /A 550 ) B 5E $2 HURNA 1
TR IR i 2OK U EAE 1.4 ~1.6 Z (Al (2)
Wi 5% .1 uL Random Primer 2.5 pug RNA 11 ul
10 mmol/L dNTP mix , J:FH/K#ME E 13 pL;65 CHF
B 5 min, AR EKIBE D 1 min; Bk M =80 A
4 L 5 x Frist-strand Buffer 1 uL 0.1 MDTT .1 pL
RNase out™ Recombinate RNase Inhibitor, &[> &
5000 g, R 1 LIRS RBiAA F ;1B & ,25 °C,5 min,
FEAH 50 C, 30 ~ 60 min, ¥ #% ¢ i & 1 70 C,
15 min.cDNA [ #5585, (3) %)t E it PCR: %G
EH PCR WA & (3£ 20 ul): 10 uL SYBY,
0.4 pL5|% mix., 2 pL #iHz.7.6 pL DEPC H,0,
PRI A PR LA AT 47 3, [l i g il 4 4
BEA [ RH beta-actin mRNA ik NS I8
FRR SR ST AL 3 ~5 o RV AR - FiAR
£ 95 °C 20 s, 451495 C 10's,iE k 60 C 20 ~60 s

(MY TR ER ) , T 70 C 1s x38 ~45
AR (Y 34 FE P RaB i E ) ,65 ~95 CH8U%
ff R 1 0.5 C1E 1 MR, BRI 1 s IRJEZERN
IRFNTRNY Ct ELITZ D7 HE DI, Ct (ERERHRIR B R
T/, S E R PCR 455 R Ct (5 mR-
NA kKR b it 45 R ACt = Clyspupn

-Ct Bf:A-action ©

F1 HIENTIYFIIE

HA 514

PGCA LJi#:5'-ATG CAC TGA CAG ATG GAG ACG TGAC -3’ 220
®  F:5"-GTT CCT ATA CCA TAG TCA TGC ATTG -3’

PGCA 11i#:5'-ACTA TGA TCC CAC GTC TGA AGA GTC -3’ 152
P Ti#:5'-CCT TGT CTG AGG TAT TGA GGT ATTC -3

NRF-1 LJi#:5'-TTA CTC TGC TGT GGC TGA TGG -3’ ®
Tif:5'-CCT CTG ATG CTT GCG TCG TCT-3'

GSK3 [#:5'-CCT TAA CCT GGT GCT GGA CT -3’ 300
: Fif:5'-AGC TCT GGT GCC CTG TAG TA -3’

6.6 KELONIZHL! GSK-3p K FEik R
JESEATE E PCR AR, 51YFFI £ 1.

7 S5k SR SPSS 13.0 Giildk it
300 HEYORER I x £s R, 24111 LR T
BRI R 200, 4L He i LSD-t /e, A4 & 2
Iy AT )R T B AL B P <0.05 Ny 22 %A Giit o

# R

1 BHKREF ORGSR (EK2) S|
FARH B, BRI EF FS F&fiK (P <0.05),LVDs .
LVDd .LVESV LVEDV F}#& (P <0.05) ; 5# 8 41 Lt
BCRVH TR AL IR YT 4l K 2 iR YT 41 LVDs |
LVDd X LVEDV F§ ik, EF. FS F} &5, M4 1 ¥ B 40
LVESV F#{IR(¥ P <0.05) ; 5 B W4l b, BHE
JPLH FS THin, ZHHAYT4 EF FEIK (2 P <0.05) ; 5.5
BT L oA, Z4AY T4 EF \FS HR&K(P <0.05) ,

2 FHRRMpEsh I F g (£3) HSHBFEAR
H A, iRl 4] HR \LVESP.SBP. + dp/dt max &
— dp/dt max[%{k (P <0.05),LVEDP #1 DBP F+5
($) P <0.05) ; SR bud, B BR 4L IR YT
ZHFN £ BEIG 9T 41 LVESP ., SBP K-dp/dt max F+ &
(P <0.05) ,LVEDP #1 DBP F}g&(P <0.05) ; 5.4 fF
4 L%, SR 1G7 20 SBP i (P <0.05) ; 5 i
HIRITA IR, IR s 2R T 41 LVESP #il SBP T
% (P <0.05),
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F2 HARBBEFOHNELSEREE (x=s)
ZH 5 n IVSs(mm) IVSd(mm) PWs(mm) PWd(mm) LVDs(mm)
BFR 6 2.56 +0.38 1.48 +0.15 2.73+0.25 1.42 +0.15 3.02 +0.27
el 6 2.83+0.20 1.45+0.12 2.76+0.12 1.40 +0.15 5.66 +0.27"
ST 6 2.52 +0.26 1.45+0.07 2.72+0.19 1.39+0.10 4.74+0.30%
BHIRYT 6 2.77 £0.17 1.50 +0.09 2.69+0.16 1.46 +0.11 5.00+0.172
B2t 6 2.64+0.26 1.39+0.12 2.70+0.18 1.40 +0.09 4.94 +0.16°
215 n LVDd(mm) LVESV(mm) LVEDV(mm) FS(%) EF(%)
BFA 6 5.55+0.17 0.05+0.17 0.30 +0.04 58.80 £1.41 91.88 £1.02
(e 6 6.74+0.20" 0.19+0.03" 0.60+0.04" 21.33+1.93 63.42 +4.40°
ST B 6 5.97 +0.11% 0.14 £0.03% 0.46 +0.05% 41.48 +1.40% 84.75+4.78%
BHIRYT 6 5.91+0.18% 0.16 +0.03 0.48 +0.05% 52.72 +3.08%4 82.23+3.86°
ZAIT 6 6.04 +0.14" 0.17 +0.05 0.45+0.03" 42.68 +3.302° 73.97 £3.45°40
T SET AR, P <0.05; SHINA LA, 2P <0.05; 5 R HBIB4 A, 4P <0.05; 5B IAITA A, °P <0.05
F3 HSAKRBIMASSIFEHE  (xxs)
LVESP LVEDP SBP DBP +dp/dt max - dp/dt max
251 n HR(bpm)
(mmHg) (mmHg/ms)
BFAR 6 524.00+16.00 124.51+4.66 2.98 +0.48 113.73 £3.56  67.89 +5.20 6.39+1.06  7.26£0.27
iR 6  481.00+22.00* 80.94=6.51" 23.50+3.29" 79.68 +5.28* 93.19+3.62°  4.53+0.33" 4.59+0.22"
ST 6  467.00+30.00 97.10+5.35° 14.95+1.83% 92.75+3.35% 70.92+3.77% 4.39x0.20 5.58+0.50°
BERIT 6  456.00+£19.00  99.47 +3.59% 15.63+1.76% 98.01 +3.4724 70.34 £2.95% 4.77+0.25 5.30=+0.17%
ZHRRIT 6  461.00+16.00 92.85+1.56°° 16.03 +2.08" 89.83 +1.63°° 68.22+2.22°  4.32x0.26 5.45+0.16°

S FARELE, *P <0.05; SHEA A, P <0.05; 5 BHWH4 e, 4P <0.05; 5 BG4l i, °P <0.05

3 FHAKRBONALURMEER LA (E1) IE
HOO WL U A i o, IEO UVLAR G 40 i 2
SRELT (0, 2520 2 2 21 240 M RN P 2T ROURE 2 A [ 72 B 1)
gL, FLER RN A R AR W 2 R A B SR R (A, B AL A A
FEXC LA SUE IR , O LA 8D , O LA 4E LK
il BEBOH R, AT YEAn MRG58, e St 1 DUAR, 20
AGEE Y I R R SH A DS YL LR s N T = KoL DR 2l
ST BRI AL R A T AL R R
LWL B3, O WU 2T e A i S A L B

1

A AR B I SR B A

Ak

4 FHRBOIBRRmMALE(EL) ST
AL A, SR ZH A0 FE L A0 LU AR A0 == A A
ﬁ%ﬁﬁjﬂ%(n‘:’ <0.05) ; SRR A, B H BB

A STRTT AR 2R T S = A AT IR

F’l,qu*r/nﬁ@%ﬂ%@‘mﬁ@éui;?ﬁk EZayig
HAEOEE LT (Y P <0.05); 58 H B4 L
B,BRITAM SRR A e 0 EREY NP <
0.05).

T, CHRETI4: DX
BARITA; EAZEERITA

(HE, x10)
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x4 BARRONASEERILE  (x£s)

A5 AHiAE(g) REHE() 20LEE(mg) SRE L KEEER(mg) FEFEIETF (% )

HEA 207.50 £7.23(12)  234.17 +5.57(12)  678.00 £12.12(12)  2.90 £0.03(12) 537.17 £9.89(12) 1.20 +1.02(6)
) 204.50 £7.62(12)  232.00+7.15(12)  703.20 £11.60(12) * 3.03+0.07(12)*  600.30 +19.67(12) * 34.50 +5.06(6) *
ST 205.42 +7.82(12)  232.92+6.56(12) 696.67 +7.68(12) 2.99+0.06(12) 565.67 +10.23(12) % 28.72+2.36(6)%
SR 203.75+7.42(12)  230.00 +6.74(12) 686.42 +3.90(12)%4 2.99+0.07(12) 565.00 +9.40(12)% 26.58=1.78(6)%
ZHRATT 204.17 £7.64(12)  231.67 +7.78(12) 688.14 +6.43(12) 2% 2.97+0.07(12)® 572.75+8.09(12)> 26.18+1.38(6) %

F SPARAE, *P <0.05; SEMAI A, 2P <0.05; -5 B TF MBI e, 4P <0.05; () Wi A Shi sk

5 FHU KRB0 L R A NRF-1,PGC-1a
K PGC-1B Ct b (#£5) SRFARY b, FA
41 PGC-1a.PGC-18 & NRF-1 Ct (¥ 7} (P <
0.05) ., SHRIRIA Lude, Mt Wip 4l BT iRIr el £
WEAYTZH NRF-1 Ct N F% (P <0.05) , S H B2
ML WA YT 40 PGC-1a, PGC-1B Ct fH F & (P <
0.05) ; 5B Wph Al b, BRI 4L 2 WA YT 4l
PGC-1a .PGC-1B }z NRF-1 Ct {fiF+ &5 (P <0.05),

R5 KHKRRONLEZL R A& NRF-1 . PGC-1a
PGC-1p Ct{HILE (x+s)

4151 n NRF-1 PGC-1a PGC-1B

BFEAR 12 8.04£0.47 6.45+1.14 5.30 £0.99
R 12 9.08+0.67" 9.15+0.91" 7.06x0.61"
BB 12 6.13+0.88% 5.95+0.91% 4.26 £0.64%
BRI 12 7.31+0.48%% 8.46+1.09* 6.67=0.804

ZWHRIT 12 7.56 +0.44°%4 7.74+1.172% 6.19+0.6124
T S RTARA LS, P <0.05; SHERA LE, 2P <0.05; 5.
B4l s, 4P <0. 05

6 BLKRBONILHL GSK-3B Ct L (££6)
ST A, 4 GSK-3B Ct fHFFEME (P <
0.05) ; S L #, ZWiiR YT 41 GSK-3B Ct fHFt
Fi (P <0.05) ,ZHHAJ74 GSK-3p Ct {Hm TR
B LA IRYT4L(P <0.05) .

K6 HBHKRBOIHL GSK3B Ct L (xzs)

251 n GSK-3B
BFA 12 6.90 +0.83
e 12 4.69+0.72"°
puN < wiloig 12 4.46 +0.88
BHEIRYT 12 5.08 +0.72

EZ R 12 5.98 +0.42°4°

T SEFARME R, *P <0.05; SR B, 2P <0.05; 5 i
Wi, 4P <0.05;5 B iByrditii, °P <0.05

Wit

114 #5 (Cornus Officinalis Sieb. et Zucc.) 5%,
FAMRART L) , B AT b 45 B St R e,
g I s kG R 1245 o Tk S 1L 2R B R
1B, A IR s s B, TR ERIALIZ

OB, phsR AR RO 2 2, M LABE R N —" . S A
2] 2 R B AN , 5 FH ORI L B PRI LI 5 SR ot
BN TAD LIRS

IR 22 8 I 52, 11 28 B i b 22 3 3
SRR RN IS (LR B B AT B
IRAFKHSF) W B2 (R B T IR BB
Fi5) N ARG A PLIR S (BER IR KB TIR .
FPEICRIER P57 R R IR AE ) S HA Ak 2% i 4y (4
R IR L Yo R ) U AR R SR K T
146 B 8 B0 R 20 B AT B AR e e L
200 T RA T A 2B AT AR Y AT R
A2 e R ThAEY SRR 1L S
FUAHUAEATE BB A 52072 e T /N
e S e AR G i LA T 20 i e 2 D) e 34 A B
TR 2520500 T L A4S 9 2 I EL AT e O B 48 A
FANSS L AR A B T L 2R A R A A
DA U WL L PR 3 0 AR AN L 3 2 s LS
JE AL DR AR A0 W R R LA L 9 Y I A 3
B e A IFREES) o ARSI 1L 44 B AL
ZRBE M P DARRGE R B Co D BE s O JLEE ) 0 O
JULAEJE- RAG O ULAE L T FH

FEC U AR R ki i B i O LS BT Y 173,
LRURTEH SN & RIFAIE— AW 7E—E 1 5%
T, BT AR B, LAE R VLA I 75 28, BEARIR SR,
SRR AP & A T LG i 44t A2 8 50 1 1 H TR
FRIZRoR 1A A 32 401 Iy 2oL A, I 2 0 DL RE R %
LRI A 2 BRAB AT Co IR B 0 A= 40 03 2 R A8 AR
PRI AR 7= A 38 PR EE A, DA AR 30 LA B e AR
Y BB SR T PGC-1 K, R HUE: PGC-1a
PGC-18, /R ZbifA A= W5 B A S R it A il i) 2 22 9 4
P73 NFR-1 g 5 4L iR % 5% 1 7 A (mito-
chondrial transcription factor A, TFA) &K 3 Xf £k
FUARRIIRE R R E . NRF-1 GEiE T 3 ZeobiiR £ b {4
TFA LB, mtTFA JE P SCRETE 16 7 Az OB R 3L AL
X3 NI RAERTE O WLAN MR ) A= ) e A e G Bt
/ﬁz}gﬁ[SG—C’ﬁ] .
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ML A W) K T 2 3 300 IR D RE R A
Sun L 2% B W] L BRI PGC1a M LR
Ui H AR AL R A0 PR R SR AR S R a (1% S
FERE . SRR G 0 ] i i P 3405 5 R 1
HOc2 0 LA I S AR ) B 53 5 IR 1 2 b 4 2E ) %
A, SRR PGC-1 o S H R i H br A 45 42 P 1
R RIZR R AR S F a Y SRR A RE, A 0L
B4l . Christopher J 2 B 57 W1, 2k A 14
AW % A RE RS 0 I S B A A2 B L A R i . LR
BRI AR & AR RS s O LA R R o 35 L
JeRasE PR AN RO LA . Liu J & BRse R
O U AL A K A 9055 484k D7 983 o 25 3 B0 B
B AR AL B Pk I B0 LI af 463 495 Jon o P 1 5
IHEEIK E BEh% . Yan W 2812 5 e IR I Bt K 7
i AMPK-PGC-1a {5738 52 P, T 8 bk & A= 1))
BRI, 3 AT RE S A PR B AT 1 O JIE B 25 g 1l 32 0 UL
FEAEAR A 0 SRR o 53 A1, o0 07 3 0 W] R 5 SRRk & A=
BERHA G, fR HE LRI (1) A2 ) e A A Ry S 0 g
WVARITAT 35 14 R R R R A S A L
WURE BE 1) 2 453 OF Je 28 S B0 1 . A WE 5 R B
GSK-38 5.0 X R % V), GSK-3B A fE 5 41 il
AR TS A LA 2 A K, Xk 2R ki A
KA

PE— 255, SRR 1) A ) 2 R A A 4 v L
JULT R A A Y 9 L 5 L 2R R L 2R B 2R T
S A I A A O A A A R A T I O JUL SR . ) £
3 s TR IAYT ATy O I BB J5 O L 453 1 ), H
AL 28 19 B F 5 30 AR F . A TR T A
FEO TS B RAIESE, LR B A USRS X T AMI B g
REAOIUEA TR VER , BB B R R O D BE (46
AN WU ZE TR, A5 0] B8 i o B L B4 LR Bt
PAT A VE R SR SEBUAY , 76 MURIF 5 ) St I, Bk T2k A
TEAHAH A B ZEAE T A58 NSRRI OR3P (1) £ 2o
PRI L 2 80 A R 530 LB B VR L BILA , F 555
B, AMI K BRI 2R kL 4 & Az A0 G B PGC -1,
PGC-18 .NFR-1 mRNA ik /b, #2710 LBk L 5
FELRAR LA, FEOLNLAE A B X i
JNVEE T B o 2 BT | 1L 2 B 2 B Y T
B FILA T 26 2548 v] LA 1k 2R A A8 9 & A AR O JE R
PGC-1a.PGC-1B il NFR-1 mRNA ik, 11285 &
TF 0B AL L2 B8 S AT N 2 AR 7 4 B B 4
PELRLAR K A M G SE P F B E T . U4 T 1l 56
R MG S, O &4 T A ARk,
FEI Sk £k PR B 1 22 L B 0 WL AN A A AR

B O IUREAE i A R Il B L 3 3 g o AR Ak, O
PR TR 45 2536 7 HL 3 (B R s o (HE AR RS ak
IS5 By 275 25 B s /0 2 PO WLABE 0 (ELAS B 56 4 388
¥ o TR, A58 R W] L 20 B B H M 2 G T R
&Ik GSK-3B mRNA ik, kO LB o 12K 88
Lok A DR 1 F A AT RE i i GSK-3B 5 i i
BRI AE AR 58 ik AR A BE

CBRgH  JERAE M v 2 25 R B T 25 — I g £ il R Al
JIN R R 2R A 2 WSS I INA MR AR S SR AR 1) )

2 % x #t
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