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Research of paeoniflorin reducing insulin resistance and myocardial damage in

FEEBH DRITAT 25X AR ORITPIE R R BRUBE 5 R BT LA A 109 52 i) B
HAERIOLH . FiE AL RBE L D %o BRZH (R 5a iml e} ) BB 2 [ e i )
RIS + I 30 mg - kg™ BENRVE T 2 (STZ) ] 5o 4l (AR E H 4 T
50 mg « kg "' AYATEEF) si - NC 4 (ARG HEH 47 50 mg - kg™ IOATZGHT + B
WKL 5T si - NC k) A si — IGFBP2 £ (FAS R HE 44T 50 mg - kg™ 192524
 + Rk si - IGFBP2 Jiiki) , &4 10 B, 4hy7 2 i s &
25 W WS (FBG ) |, FRIEHR 5928 W B ( ELISA ) WA 0 I Vi g i XA AR K IR 7
454 2(IGFBP2) (23 5 & 2R (FINS) O LIS 2 1 1CcTal) FYLRR G )
T.HF MB(CK - MB) #H2¢ R 73Rk KT, IS 2 HEHTHR 2L (HOMA —1RI) , H
T ER 0 SIS A A 5 B B AH R U 3RE KT SR XTIRY BRI S0
4.si - NC 4 f1 si — IGFBP2 4| iy FBG /K °F 4 Jill i (5.62+0.56) |
(18.10 £1.76) (9.81 +1.46) ,(10.02 +1.38) F1(16.32 £1.87) mmol + L'
IGFBP2 7K - 43 31 24 (39.47 + 2.64) . (20.65+1.86), (27.18 = 1.85)
(27.95 £1.74) F1(15.28 + 1.22) ng » mL™", FINS 7K -4 521 H7 (8.72 £ 0.75) .
(21.11 £2.50) .(16.88 +1.86) .(16.06 +1.39) F1(20.01 +2.94)mU « L' ¢Tn [ 7KF
4y B h (406.04 = 29.98 ), (788.11 = 84.43 ), (513.70 + 57.62) .
(526.85 +38.03 ) il (756.51 + 63.88) pg+mL™", CK — MB 7K & 4 5| K
(7.98+0.07 )., (15.15 + 1.26), (11.59+1.23 ), (11.37 + 1.79) fn
(13.49 £1.54)U + L™', HOMA — IRT 7K F-43 %14 2. 17 £0.26,16.92 + 2. 12,
6.24+0.95.6.60 = 1.10 F1 12.83 = 1.68, @i etk — B NS WEWLEL 3 — ¥
(p - PI3K) 5 F4 A X 3 35 7K SF- 4> 31 24 0. 68 +0.11.0.39 £0.04,0.53 +0.05,
0.51 £0. 0671 0. 43 +0. 04 , BETUZH () L 3R$EHR- 50 TRLH LU, SEBG4H A0 | iR T b5
BRI W3, si - IGFBP2 Y FiRdEHR S si - NC A LB fESE i F 2 R
AHEIFRE (B P<0.05), &it ~jZ5H A fedE iR IGFBP2 %35 B35 4F
IR SR PR K BRI 5 2 HCHT RN AT R B PR s A 5. O LA A

KR AT IR IR s IR R AE R AT 4568 H 25 S FZIKPL; 0L
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Abstract; Objective

insulin resistance and myocardial injury in rats with gestational diabetes

To investigate the effects of paeoniflorin on
mellitus and its mechanism. Methods Female rats were randomly
divided into control group (normal diet), model group [ male rats fed
with high — fat diet and intraperitoneally injected 30 mg - kg™

streptozotocin ( STZ ) after close cages ], experimental group ( after
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modeling, 50 mg - kg~ paeoniflorin was given by gavage), si — NC group (50 mg - kg~' paeoniflorin + si — NC
plasmid injected into tail vein after modeling) , si — IGFBP2 group (50 mg - kg™' paeoniflorin + si — IGFBP2 plasmid
injected into tail vein after modeling) , each group of 10 rats. After 2 weeks of continuous treatment, fasting blood
glucose (FBG) was measured with a glucose meter. Serum insulin - like growth factor binding protein 2 (IGFBP2) ,
fasting insulin ( FINS) , cardiac troponin [ (c¢Tn [ ), creatine kinase isoenzyme MB ( CK — MB) related factors were
detected by enzyme — linked immunosorbent assay ( ELISA) , insulin resistance index (HOMA - IRI) was calculated,
The levels of FBG
in control group, model group, experimental group, si — NC group and si — IGFBP2 group were; (5.62 +0.56),
(18.10£1.76), (9.81 +1.46), (10.02 +£1.38) and (16.32 +1.87) mmol - L™, respectively; IGFBP2 levels
were (39.47 £2.64), (20.65 +1.86), (27.18 +1.85), (27.95 +1.74) and (15.28 +1.22) ng - mL™",
respectively; FINS levels were (8.72 +0.75), (21.11 £2.50), (16.88 +1.86), (16.06 + 1.39) and
(20.01 £2.94) mU - L', respectively; c¢Tnl levels were (406.04 +29.98), (788.11 +84.43), (513.70 +57.62),
(526.85 +38.03) and (756.51 = 63.88) pg - mL™', respectively; CK — MB levels were (7.98 + 0.07),
(15.15+1.26), (11.59 +1.23), (11.37 £1.79) and (13.49 +1.54)U + L', respectively; HOMA — IRI levels
were 2. 17 £0.26, 16.92 +2.12, 6.24 £0.95, 6.60 =1. 10 and 12. 83 = 1. 68, respectively; the relative expression
levels of phosphorylate — phosphatidylinositol 3 — kinase(p — PI3K) protein were 0. 68 +0. 11,0.39 +0.04,0.53 £0.05,
0.51 £0.06 and 0.43 +0. 04, respectively; the above indexes in the model group were compared with the control

and the expression of signal pathway — related proteins was detected by Western blot assay. Results

group, the experimental group were compared with the model group, and the si — IGFBP2 group were compared with the
si — NC group, the differences were statistically significant (all P <0.05). Conclusion Paeoniflorin may improve
insulin resistance and myocardium injury in gestational diabetes mellitus rats by up — regulating IGFBP2 expression.

Key words: paeoniflorin; gestational diabetes mellitus; insulin — like growth factor binding protein 2; insulin

resistance ; myocardial injury
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Mt 32 AN B, e fo i 5 2 O SR RO e =z — o dE R
R 8 R ARG I T BURS B A M T REREAT , AT Uk
W PRI 0T Tk 5 2R ARG AT B AR 42 52 W), G A, 4 3R
HBE PR 8 BAT 1 T C ) 1 (C ~ reactive pro-
tein, CRP) T = 1 434 Ao JULASE 56 1 508009 1) LB o
WEFEF I, AT 2451 HA e UM D280, B A W DR v A G
O R BT B MR RS R K
KF%54 A 2 (insulin - like growth factor binding
protein 2, 1GFBP2) £ HEN 2 55 R 72 F 5 W)
HAR R 3K 0 IGFBP2 5 il fig 5= % .2 B 0E IR s A
KT ARBETOH AT IGFBP2 (1942330 1o A P9 52 5
PRITATEGH X I U A PR 9 5 28 IR0 O JULAE 49
IR S HAL

M#ETE

1 8

Zh¥  SPF ZUMEYE SD R, JAl s 6 Jl, 1A iR
170 ~ 180 g, SPF 4 SD K R, % 8 J&, /& it &
300 ~320 g, ¥ A IR AE. S A= F IR 5

PZE R HE GRS AR Rl 2024 55 (12) 5
HmERF AT, AE98% , A L
20 mg, it :20240325 , B AR AE A5 AL 40 A= Py H AR A R
O A 7 B IR A T 2 ( streptozotocin, STZ) |, #fi JiF .
98.5% , MiA% 4 500 mg, L5 : 20240220, g T
PR RS m) £ 77 si - IGFBP2 (si — NC Ji A
S, 2y ek b v F A My 25 2% 7 5 R s 0 A SR
& TRIzol $2IGAF, Wy B b 22 (5 AL MR
F) ; KX BUIGFBP2 | 25 i ik 1 2 (fasting insulin, FINS) |
JEVHE E (total cholesterol, TC) | = [t H ¥ ( triglyceride,,
TG) OALULESE&EH | (cardiac troponin [ ,c¢Tn [ ) L
1% % Wit [5] 1. il MB ( creatine kinase isoenzyme MB,
CK - MB) @ C Jz v & H (hypersensitive C — reac-
tive protein,hs — CRP) [ B¢ 4 33 W B2 56 ( enzyme —
linked immunosorbent assay, ELISA ) i85 &, W B F
RS E IR IR B 75K — FHAL (hematoxylin ~
eosin, HE) Qe Ay, W H a0 7 B RH R A PR W) 5 2
Y 2F e & R K & & R #E H i (cleaved cysteine
aspartate proteinase ,Cl — caspase) —3 Cl — caspase =9 |

w1 — WEREWEALEE 3 — S ( phosphorylate — phos-
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phatidylinositol 3 — kinase,p — PI3K) Bz fk — & &
14 B( phosphorylate — protein kinase B,p — AKT) | fif
Ak — i FL 3 ¥y v & 5w #E 45 1 ( phosphorylate —
mammalian target of rapamycin, p — mTOR) A& & —
Pt , ¥ A 2[5 Abcam 4 7]

{88  EnVision® ZIRERIFRAL , 25 24 5 Pl 24 7]
7 it s PikoReal T 38 T8 52 I ¢ )t 7 B 58 45 I 4k S
(real —time fluorescence quantitative polymerase chain
reaction, RT — qPCR) ¥ , & E £ Bk K /K 7= ;6 LAB
/Ny R R GE, AR (VINNO) 23 ) 7 il
SZO1TR i, H A BUBK L i 28 7 77 i
2 LWHE
2.1 R

Bias W 1B (fasting blood — glucose, FBG) {I§ F
6. 67 mmol « L™" it P JC BRUIE 7 PE AR 9% 1 ) 44 7
g M R R (17, 5% $5 12, 0% JEAE
13. 0% W35 11 .2. 0% TR K. 2. 0% B IR A 55 . 1. 0%
ANRYIHT 43, 5% il BURL) SRR TR 4 ], Z 5
WE T O B A R 2 1 A9 45 T, i DR AR 00 A B BA
AT SRS 7 RS, &I A A
257K 8 h JE IR 4T 30 mg - kgAY STZ, 55 GBS 5
3 F15 KA FBG & 7 13. 5 mmol - L' DL 1
B Ay A R )
2.2 PYMHBSRAFTE

R & IR SR 1 A A R BB AL 20 S )
S BRI SZER A . si - NC 411 si — IGFBP2 41,

AL 10 L T4 B IR T 5 Lk R A
I 0 2 0 K TR A BE A A L MR R 2. 1

HhEE, EEE,EBHRKRERESS T
50 mg - kg A, si - NC 4 K Bl K H %
T 50 mg - kg ' AT 24 1 IF R R K Bt si - NC R
B, si - IGFBP2 41 Kk Bl 4 K ¥ H 4 T
50 mg - kg ' AYATZG A I R # K I 4T si - IGFBP2
ki (| 0.9% NaCl 2.5 mL 4% 5] ¥ si - NC,
si — IGFBP2Jiih 20 g i i) , ~j 25 5 K B
LR, 3 d Rk 5 1 OskL, #5580 20 K R 45
T 0.9% NaCl, ELLRY7 2 i )5, 76725 18 B i
kR LG, A B KRR, B0 LA 2R A7 I 2250 56 o
2.3 ZPEm#ER ELISA LB HNEEXEFHE
B K

BITEE AT, 25 I R i DK R 48 45 41 R BRUMAE ,
AR ASCRSE I JFE 225 I 5 HEAR IR #E 4 °C 7, L 3 000
r - min~ B0 10 min J5, WO VW, SRS S BIAR B
) G R A B AW IGFBP2  FINS | TC TG, cTn I |

CK — MB# hs — CRP 7K3F s ¥4k 1. 21735 1 ( glycosylated
hemoglobin, HbAlc) {H HI¥E AL i 2128 H 43 #r AL i 47
I3HT.

2.4 RT - qPCR 218 # Il IGFBP2 mRNA {3 %
7k3|z[8]

B 4H K BRI 7 B BUE, RNA J5 AR 60K RNA
Wi%kk 5% DNA, SR J5 DL DNA B 64T qPCR 474
(R EAT T TE 195 C 20 s, 2 J5 95C 5 5,60 C
35,72 C 10 5,40 PMEW ), YL GAPDH N =, H
2 7ML IGFBP2 mRNA A%t #357KF,

2.5 BEEBEFEASHEEE/ (insulin homeostatic model
assessment, HOMA )

s FBG 1 FINS JK-F-1155 HOMA $i5 %5, 4045 e
B EWH RS (insulin resistance index ,IRT; HOMA — IRI
=FBG xFINS/22.5) &% B 4Lt aE[ HOMA - 8 =
20 x FINS/(FBG —3.5) ] Fljif & Z 80U 35 £ (insu-
lin sensitivity index,ISI; HOMA - ISI = 1/FBG x FINS)
2.6 ZEFERSUENOIIREEXIER

RGN 5 , FH 2205y 75 A6 DN 2 e A6 I K B 7
O = B UL 43 % (left ventricular ejection fraction,
LVEF) , 3 8 AR 0 SO K R D E N
TR TF#H R 3 2 ( maximum rise or fall rate of
internal pressure, +dp/dt,, ) fill
2.7 HE #&ilkROMNABRFESLET™

FH RO AL 2 B H B E 24 h,
SRIG G R Yk JE B & T A BRBE K L — RGBT
TEJEAT A0 05 A 3 R, DI R S 2 K s TR OK
K g 10 min, i K oh 38 T ¥, 0 46 5 R ¥
P0G e 8 1 min, YK #h V% T S & B
JEWE K W RE B (PR 5L ER
s T W
2.8 FARIMMEZHENOCABRATESERE
Ay FEAE?

Ve S N RN | A R L ey I NEAS T S
TE4 CTF,L1.2x10% r » min ™" B0 20 min, Y4E
A IR0 E R JBOE AR EORE A EA T FL UK 0 B AR
H I R RO (5% RGP £ 2 h) , 5
—PUXAILE 4 CRWEF R, R HIH RS I =5
FH(1:5000) 1 h, SR k27 A OGCIR E A5 BR6, K
JEAH 3T
3 fritFEihiE

JH SPSS 23. 0 AT S b o BRI « 5
Fn,2 LA LCE ST AEAS ¢ K656, 22 41 1A] H A B
KR 7 2200 M
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1 AZ5EF LRFRATER R KR MF IGFBP2 7k F
Xof P2 s 1 SR AR R A 2 iR, A B 20 K LA
TR YRME PO AR Y, S 6 2 W B 45T 50 mg - kg AT
2595, si - NC 413 H 44T 50 mg - kg~ AT 254590 B
FRIKE S si - NC ki, si — IGFBP2 2 i § 45
50 mg - kg ™' A9 AT 25 1 I B % Bk i 4t si - IGFBP2
X HRZH AL SEBRA (si— NC 4F0 si — IGFBP2
ZH/N BRI I IGFBP2 45 2 43 5l 2 (39.47 +2.64) .
(20.65+1.86) .(27.18 +1.85) . (27.95 +1.74) F
(15.28 £1.22)ng - mL™" ,IGFBP2 mRNA g%} #ik7K
SRk 1,00 £0.06,0.63 +0.12,0.82 +0.09,
0.81 £0.09.0. 25 +0. 05 ; 1 AU 21 55 XJ FEZH b A, KRR
M3 IGFBP2 & f 34 &R (3 P <0.001) ; 525040
EBCR A L B, IGFBP2 & R W T (B
P <0.01) ;si - IGFBP2 5 si - NC 4 kb %, K R0

R 1 ARG MR LIS AH SR AR R IR A1 HEE (2 £ 5)

IGFBP2 4 54 i B [ % (¥ P <0.001) ,
2 AHEENS IGFBP2 Xtk [ I 7 I #5 F0 i A5 48 <
EistoN: Al

de 1Al D, B R 4 5k IR 4 H R, KB FBG
FINS, HbAlc, TC FI TG /K ¥ ¥ B # F & (¥
P <0.001) ;5250 4 5B LA, FBG  FINS (HbAlc,
TC F1 TG 7K -4 i B F& % (35 P <0.001) ;si — IGFBP2
5 si — NC 2 He#, KL FBG \FINS \HbAlc TC F1 TG 7K
SEH T (P <0.05,P <0.01,P <0.001) ,
3 AHEENS IGFBP2 Wi iREERFEARERE
it abAl

B 2 A 0. BRG] 5 0 B4l L, KR
HOMA - IRIK- 5. 3 T 25 , HOMA - 8}z HOMA - 1SI
HY R EFEAR(P <0.01,P <0.001) ; 5L 50 41 5
1L %, HOMA - IRIK - i 3% F &, HOMA - B %
HOMA —ISI{E ¥ & 2 7+ & (P < 0.05, P < 0.01,
P<0.001);si - IGFBP2 5 si — NC 41 Fb %%, K
HOMA - IRIK - 53 75 , HOMA - B K HOMA - ISI
HY R EFER(H P <0.01),

Table 1 Comparison of the expression levels of serum blood sugar and blood lipid in rats of all groups(x +s)

Group n FBG(mmOI'L’]) FINS(mU-]fI) HbAlc (% ) TC(mmo]-If]) TG(Mmo]-IfI)
Control 10 5.62 +0. 56 8.72£0.75 3.88 £0.31 1.07 0. 11 1 116.09 +94. 67
Model 10 18.10 £1.76* * * 2111 £2.50*** 8.10£0.65" "~ 2.16£0.17*** 1760.36 +124.99 * * *
Experimental 10 9.81 £1. 46" 16. 88 + 1. 86" 6.32 £0. 66" 1.46 0. 14" 1.439.23 +147. 57**
si —NC 10 10.02 £1.38 16.06 +1. 39 6.23 +0.42 1.48 +0. 10 1 475.18 £159.75

si — IGFBP2 10 16.32 £1. 87444 20.01 =2, 9444 7.91 £0. 80444 1.78 £0. 14244 1622.26 +140.014

Control group : Intraperitoneal injection of sodium citrate buffer; Model group;Construction of gestational diabetes mellitus model ; Experimental group ; After mo-
deling, 50 mg - kg ™! paeoniflorin was given by gavage;si — NC group: After modeling, 50 mg « kg ™! paeoniflorin and si — NC plasmid were gaven;si — [GFBP2
group ; After modeling, 50 mg - kg ™! paeoniflorin and si — IGFBP2 plasmid were given; FBG : Fasting blood — glucose ; FINS ; Fasting insulin ; HbAlc; Glycosyla-

ted hemoglobin ; TC ; Total cholesterol ; TG ; Triglyceride; Compared with control group, *

with si = NC group,®P <0.05,%4P <0. 01,244 P <0. 001.

R2 BURBUBE RESSHAL (HOMA ) RGP HLAL (3 +5)
Table 2
(HOMA) related data of rats in each group(x £s)

Comparison of insulin homeostatic model assessment

Group HOMA - IRI HOMA -B(% ) HOMA - 18I
Control 2.17 £0.26 91. 68 +40. 65 1.57 £0.25
Model 16.92 2. 12*** 29.41 £5.51*** 1.18+0.20**
Experimental ~ 6.24 +0.95"*  48.97 +15.78"  1.51 0. 31"
si—-NC 6.60 +1. 10 48.18 +13.44 1.52 £0.29
si—IGFBP2  12.83 +1.68%** 28.55+6.50%%  1.110.21%
Dose and n refer to table 1; Compared with control group,
**P<0.01,*** P <0.001; Compared with model group,” P < 0.05,

#P<0.01," P <0.001; Compared with si — NC group,®* P < 0.01,
AMP <0.001 ; HOMA ; Homeostatic model assessment; IRI: Insulin resis-

tance index;ISI:Insulin sensitivity index.

** P <0.001 ; Compared with model group, ™ P <0.001 ; Compared

4 AHEENS IGFBP2 Xt 4T iz HA#E BR 9% K BRI it 5h
HFEFO ARG R

2 3 AL AR 2 550 B A B, KR LVEF Al
+ dp/dt,, KV 8 % T %, - dp/dt,, . cTn 1 |
CK - MB X hs — CRP 7K F-#4) g T+ (¥ P <0.001) ;
SEHH SRR H S, LVEF Fil + dp/db,, K P 5335
FhE, —dp/dt,, .cTnl .CK = MB J% hs — CRP /K-35
R () P <0.001) ;si - IGFBP2 5 si - NC 41 Fb 45,
KELLVEF ® + dp/dt,,, K-35 5.3 T, - dp/d,,, |
¢Tnl . CK - MB J% hs — CRP /K F ¥ B Z I} &5 (1
P<0.05),

W 17 < 1E 5 20 R A A2 3 0T , 40 At HE 37



Chin J Clin Pharmacol

1265

Vol. 41 No.9 May 2025 ( Serial No. 431)

R3 BARBONHR AR SCIETR I AL (% = 5)

Table 3 Comparison of myocardial injury indexes in each group (x +s)

+dp/dt —dp/dt,,, cTn [ CK - MB hs — CRP

Group LVEF(% ) . . .
(kPa-s™!) (kPa-s™!) (pg - mL™") (U-L7YH (ng-mL™")

Control 82.89 +5.75 992.36 +72. 85 357.79 £34. 12 406. 04 +29. 98 7.98 £0.07 27.45 +2.53
Model 49.81 +7.83***  536.00+45.11*** 562.31 +64.88*** 788.11 +84.43*** 15.15+1.26*** 80.30 £9.94 % * *
Experimental 65,73 +7. 93## 635.52 +47.80"*  428.80 £38.38"*  513.70 £57. 62*** 11.59 1. 23%* 54.92 4. 81"
si —NC 66.61 +7. 44 647.90 +56. 48 443.61 +36. 37 526. 85 +38. 03 11.37 £1.79 53.23 +4.80
si — IGFBP2 54.10 7. 062 577. 15 £48. 9644 527.24 £33.3848% 756,51 £63. 88484 13.49 +1. 544 79.70 +5. 61444

Dose and n refer to table 1; Compared with control group, * * * P < 0. 001 ; Compared with model group,** P < 0. 001 ; Compared with si — NC group,

4P <0.05,%4P <0.01,%*2 P <0.001 ; LVEF; Left ventricular ejection fraction; dp/dt,,,, : Maximum rate of internal pressure; cTn | : Cardiac troponin [ ;

CK — MB : Creatine kinase isoenzyme MB;hs — CRP: Hypersensitive C — reactive protein

Control

1
Figure 1

B, O A EECE . BORIZH AN si - IGFBP2 41K R,
O IEEHZEEL, AN B O, O LR B HE S 25560 , A
SO s LI si — NC 41 A FRAH HLAE Y 21 00 UL B
G RTAT R
5 FHENS IGFBP2 X ITiREAER K RO ALA
LRETREXESERNZIN

HH 2% 4 FE 2 A] O AU 2 5 00 BE 2 LA, KRR
DL ZR Cl - caspase —3 Fll Cl - caspase —9 & [ #H %
LXK W2 Tt p - PIBK p — AKT Al p - mTOR

FIAARE — 2 (HE) e 63 004 45 ALK L WLALSWR 87 ( x200)

Hematoxylin — eosin( HE) staining was used to observe the myocardial histopathological changes of rats in each group( x200)

AR IR KF 15 B 2 FEAR (5 P <0.001) ; 5250
20 S5RERIZH AR, Cl — caspase — 3 Fl Cl — caspase —9 &
FARXS 3k K P ¥ 8 2% T %, p - PIBK p — AKT FI
p-mTORZE [ A X K ik K F 3 & 25 A & (1
P<0.001);si — IGFBP2 5 si — NC 41 I %, K& &
Cl - caspase —3Fl Cl — caspase — 9 & FHAH X FE ik K
YR %It p - PIBK p — AKT #1 p - mTOR 5 [ AH XS
ik oK ¥R ERBEMK (P <0.05, P <0.01,
P<0.001),

F4 BHRBCNHLE T E R RHAE S EARIER LA (5 +5)

Table 4 Comparison of expression of apoptotic proteins and related signaling proteins in myocardial tissue of rats in all groups (x +s)
Group Cl - caspase -3 Cl - caspase -9 p - PBK PI3K
Control 0.31 £0.05 0.40 £0.07 0.68 £0. 11 0.88 £0. 10
Model 0.88+0.11* "~ 1.11 £0.09* * * 0.39+£0.04" " 0.94 0. 13
Experimental 0.63 0. 07" 0. 69 £0. 08 0.53 £0. 05" 0.92 £0. 13
si—NC 0.65 +0.07 0.71 £0.09 0.51 £0. 06 0.92 £0.09
si — IGFBP2 0.74 +0. 084 0.90 +0. 064 0.43 +0.04%4 0.90 +0. 07
Group p — AKT AKT p —-mTOR mTOR
Control 0.67 £0.07 0.99 £0. 06 0.78 £0. 08 1.02 £0. 10
Model 0.33+0.03"* " 0.97 £0. 14 0.28£0.06" " * 1.05 £0. 13
Experimental 0. 45 +0. 05 0.98 0. 08 0. 54 £0. 06" 0.98 £0. 15
si—NC 0.46 £0. 05 0.94 £0.09 0.57 £0. 06 1.02 £0. 12
si — IGFBP2 0.34 +0. 06444 1.00 +0. 11 0.45 +0.04444 1.00 +0. 13

Dose and n refer to table 1; Compared with control group, * * * P < 0. 001 ; Compared with model group,** P < 0. 001 ; Compared with si — NC group,

4P <0.05,%4P <0.01,4*4P <0. 001 ;Cl - caspase ; Cleaved cysteine aspartate proteinase ;p — PI3K : Phosphorylate — phosphatidylinositol 3 - kinase;p — AKT;

Phosphorylate — protein kinase B;p — mTOR ; Phosphorylate — mammalian target of rapamycin.
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Control Model Experimental si-NC  si-IGFBP2

. |

Cl-caspase-3 -“\
Cl-caspase-9 -mé
pPiK S S W —

pAKT S e— A — —

p-mTOR-----
nron WS G S .

B2 AR BT B e i A A RO LA 08 1 ARG AR 5 2
BEOESEN
Figure 2

Western blot analysis of expression of myocardial

apoptosis proteins and related signaling proteins

oo
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