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[ E] HH Wit hspnkikokEsbommiong sl EZ442KBF 1(IGF-1) .chemerin XA W Ha, Fik KA
SDF RS B, A 3 W, EFAFTFARS VR BB TSR T AT EEL T Pk b B IEMG
ARk éﬂﬁf%i 3# 3.8 AmN 320 wmol/L BT Ig E VR R T TR 24 h, 38 F S WLE I IGF-1 . chemerin & & B 4]
S EEEL, R w24 h36h 548 h G, 5 EFMLE /R AR EHEM miahE R R EBIK(P<
0.05), 7% ri;u(ROS)ch%L%iwim(Ro 05) Bk d2nl /R LI E £ F A A %3t 3 E L (P<0.05) , mHLAL 32 48
h/E, 5 EFMILE /R A 5K £ GO/Gl £ 2aM b4 38 e (P<0.05) ,IGF-1. chemerin & & 483+ & ik & 2 % 38 e
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[ ABSTRACT] Aim  To investigate the effects of Shensong Yangxin Capsule on the expression of IGF-1 and
chemerin in myocardial cells. Methods Myocardial cells were isolated from SD rats and were divided into three
groups. The normal group were routinely cultured, the I/R group were treated by hypoxia-reoxygenation to establish
model of myocardial ischemia-reperfusion injury, the Capsule group were added final concentration of 320 pwmol/L Shensong
Yangxin Capsule pretreated for 24 hours before the model were established, and the expression of IGF-1 and chemerin in
cardiomyocytes were recorded in different time. Results After 24 h, 36 h and 48 h treatment, the cell survival rate of
the I/R group and the Capsule group were significantly lower ( P<0.05) and the ROS level were significantly increased ( P
<0.05) , the difference between the Capsule group and the I/R group were also statistically significant (P<0.05).

After 48 h treatment, compared with the normal group, the ratio of GO/G1 phase cells in the I/R group and the Capsule
group were increased ( P<0.05) , and the relative expression of IGF-1 and chemerin protein were increased significantly ( P
<0.05). The proportion of cells in the S phase and G2/M phase were decreased ( P<0.05), and the difference
compared between Capsule group and I/R group were also statistically significant (P<0.05). Conclusion Shensong
Yangxin Capsule can inhibit the expression of IGF-1 and chemerin in cardiomyocytes, thereby improving the survival rate of
cardiomyocytes, reducing the level of ROS and balancing the cell cycle, and exerting protective effects on myocardial ische-

mia-reperfusion injury.
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WU TE N PR 35 5 8 L, O J LR L8 U
#1133 (ischemia-reperfusion injury,1/R) 4& ZFl i .0
JULE A 1 B L R R AR A O L
g1 IS S B A o AN 2= e O S R T
SR JLSHe T P 1 45405, e SO AR AR T AR AELC L
P A AR O JL B ot VR A A A7 AL
PRog Dm0 B b R SR e,
R I BALAS hy EZR ALY . SR O IR
— M A TS LA A g
SEHFRMT RS FE A K R S (insulin-
like growth factor system,IGFs) FIZH R ELHE T S &
FEAE K IR F- (insulin-like growth factor, IGF) | IGF 4%
4 % 1 (insulin-like growth factor protein, IGFBP)
S, BAEZ B AR, e e i g i o1k A= K
G0 CIGR-1 JB T —F IGF , AU A AR A= K %
R R AN, TR 2 8 B A AR
YIFIiRE " . Chemerin SR FR b 4t Y R 57 14 I
Joft 2, HATRE R, AT A5 [ 5 R AT L I | I
R Jokots 1 58 Ak A5 AE AE A DG E T S AR S LR R
BT S0 BB X LA TIGF-1  chemerin 3k
ARSI, A BEREW) A0 ) B 2 WA 7 00 JE 3 1) 1 T Z8CR:
L, BLSSHGELT

1 #REE

L1 sh¥fEZEF

0~3 KSDHFRMWE KRR LRSI, faf
i 7% DMEM #5755 25 | 40 & 40 IGF-1 FLk | F 41 &
Fi chemerin FL 1K | 3F 70 % 91 GAPDH Hu Kk 3 1 B =
Sigma /A &, " %t ¥ ( methylthiazolyldiphenyl-tet-
razolium bromide , MTT) 7 & W B K I b £ AN F, &
MAECSKERE LRSS K GARAT(BHEF
710950026) ,,
1.2 DOIAEREESE

THAHT,70% CEHEFREIK, T K
J, & B afs 5 A BUH 0 BE, BT vk PBS 7 %
3K, K5 min, HOEETARNAY, TE I
mm’ EAEWAEHES, WAl oL BAREEAE
BE,0.22 um IR, 0 6 ~8 KB AL H T4,
R ERE LFR, A NFERE 50 mL/L 4
¥ By DMEM #7525 1 500 r/min & 2 10 min, 3% %
DMEM ¥ 5% 3 & & 47 #1200 E 48 M 0 3L 3% 7 35 A
ThasEsRMmd, 37 °C.CO, ¥Hx1h 2 E, FIAE
TG REL R IR AL, Pt A A B IR R 4k
GER2~3 REH#TEEER,

1.3 #Hpasn4

0 L4 AL 3 4, E% 4.5% CO, .
37 CHME I UR A # L8 E A F00 AL 40 g 47
farE AL, IR B 4. BE AL B ST AT i N AR B 320
pmol/ L, % # 75 & ik % (0.9% NaCl) 75 & T 4L #2
24 h,
1.4 DAERIEEERGERESL

FRACNEMN EFRERE HEFRAT
BB B F R AT E B, RS AN E A A
# PAEEFRNBEERL Y REFEENS5%CO,,
95%N, W9E &S M, 3 B A& 37 CIHIEFH#ATEH S
W HKG3h,FEF ERGEMANENELEA
WL, N 5% CO,.95% 0, B A& AR 37 C#
TEA2h,
1.5 MTT ;&4 40 fn 1 iE =R

96 IR BATER , S EM R RS A4
AN 1x10° A R4 4 FL AR AR 3K 2] 200 pl, 54 5
AT AL IR B K 2 5 & 24 h 36 h 5 48 h J5 w
ANMTT(5 ¢/L) 10 pL, 7 % R A T 8 % #47 i%
FH,E KN4 h ¥R R, FIL TR e 150
pL DMSO, i # 5 ~ 10 min, 7 B 47 Lk 26 £ 490
nm KK, W E A FLE A EAE, T E R EE
1.6 mNAMAET ROS FikKF

28 AL 3 JE 24 h 36 h 5 48 h, & 1x10° 4R
RS ALZE A 5,1 000 r/min &A% 10 min, 3 _EVF R,
J 10 wmol/L DCFH-DA 500 wL 7 7% &= & 4 Jia,
1000 r/min & 4 min % F 3, A 300 uL PBS &
&, F 3 2 B DU T 2 L 9 B TE 1 A (reactive ox-
ygen species, ROS) 7K F, & | FCS Express V3 2k 1
BAELHE,
1.7 7= A e S0 ) 40 P & HB

2 AL 5 48 h, d & 6 FLAR 40 fE, PBS s ik 2
K ,70% 7.8 E £ 48 h,1 000 r/min &% 10 min, 5
VR, #m N 10 g/L RNase 20 wL 38 47, K % 45
min;1 000 r/min # /% 10 min, PBS % % % % RNase,
PBS & &, m A\ 500 pl &7 g (P1) ,4°C # 3 6
30 min, R A A 408U KO TR B SEAT O R, A
4% W 48 4 JEL 30 oA
1.8 Western Blot #illl IGF-1,chemerin ik 7K F

AL TR 48 h, xH Al M HEAT IR &, SR JE K e e
A mNEr #E Tk E30 min, FaEEseR
M) B4 CHEFHATH A, 12 000 1/
min #5010 min, & FEE AR, # L BCA & XT
EAMFRIATRN, F 0 E KK E, B b kA
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W% — R 7% B, 46 %0 & W R EEX IGF-1,
chemerin & A AT AT, T EH KL KT, — T
BB A 121000, Z e B HE A 1210 000, +
REBHEER 3 K, BCEHEHNGHM,
1.9 SHItTE

Kl SPSS22. 00 2 #AT it 44T, ML x2s K
TUHERM, AT EF LR BFEET £4
AT (One-way ANOVA) , 41 & kb % % A LSD %, &
KR «=0.05,

2 & R

2.1 HAWMEEERLR

AfAL I 24 h 36 h 548 h 5, SIE W4 LA,
/R 2 RIS 20 () 20 A 5 2 i 2 B AIR (P<0.05)
RN ERST VR 4(P<0.05,5£ 1),

xR 1. FEARERESAEFEEALE (%)
Table 1. Comparison of cell viability at different time points

in three groups( % )

Vol n 24 h 36 h 48 h
IEWA 3 98.33+1.38  97.48%2.55  98.01x3.22
VR4l 3 67.302.48" 60.20+4.84"  50.28+5.11°
MEHEH 3 78.02+3.58" 74.28+3.11"  75.08+4. 11"
F 13. 022 18.372 22.472

P 0. 000 0. 000 0. 000

a i P<0.05, 5IEW 4 L% ;b i P<0.05,5 /R 4l 0%,

2.2 K4 ROS KFLLE

YAIAL 24 h 36 h 548 h 5, SIEF AL,
I/R LA A0 ROS /K i 2 14/ (P<0. 05) |
A W E LT /R 41(P<0.05,5%£2)

& 2. BATRE R E LB ROS KFELLEB(AU)
Table 2. Comparison of ROS levels in three groups at dif-
ferent time points( AU)

D n 24 h 36 h 48 h

EH4 3
VRA 3 687.72+56.21" 763.22+68. 01" 812. 48+71. 47"
JEHE4] 3 245.29+17. 02" 254. 28+22. 18" 300. 71£76. 88"
F 23.103 27. 455 30. 744
P 0. 000 0. 000 0. 000

187.22+14.02 194.28+15.77 195.76+16.22

a h P<0.05, 5IEH A ;b b P<0.05,5 /R 4l tb%:,

2.3 HBRAMPEERLLE

YL EE 48 h 5, 5 IEE 4R, /R 4R
PELLI GO/ G A4 L 134 i (P<0.05) ,S 15
G2 /M 9140 i L B D (P <0.05) 3 IR ALY GO
/G A4 M L] R T VR 4, S S G2
/M 40w T /R 41(P<0.05,%3)

®3. BAMMAIE 48 h FHMARERALLE (% )
Table 3. Cell cycle comparison of three groups of cells trea-
ted for 48 hours( % )

A4l n GOM/Gl S G2 31/M )
EHA 3 70.33:4.87  18.2222.95  11.45%2.45
VRA 3 77.83%£3.14*  9.27+0.44"  5.75+1.03"
e 3 74.30%5.14™  11.2920.33"  7.98x1.15"
F 7.482 6. 586 11.942
P 0. 008 0.012 0. 000

a}y P<0.05, 5IEH 4 L& ;b A P<0.05,5 /R 4 b4,

2.4 &4 IGF-1 chemerin & ARIELLE

MEALFE 48 h J5, SIEH A R, /R 415 ek
#H IGF-1. chemerin & [ *HXﬁiﬁﬁﬁ%ibn(P<
0.05) , I 4H B EMCT /R 41 (P<0.05,% 4 K 1),

x4, BAMALIE 48 h j5 IGF-1, chemerin & H R iZH LB
Table 4. Comparison of the expressions of IGF-1 and

Chemerin in three groups of cells treated for 48 hours

i n IGF-1 chemerin
EwWH 3 0. 66=0. 13 2.110.53
I/R 41 3 4.20=0. 15 11. 370. 47°
gz 3 2.31£0. 18" 6.29+0. 11"
F 12.773 10. 001

P 0. 000 0. 001

aj P<0.05, SIEH 4 LA ;b P<0.05,5 I/R 4 &,

I/REH *FHR4H

RFEA

chemerin

IGF-1

GAPDH

E 1. &EMPLIE 48 h J5 IGF-1,chemerin & B RiZHI LS
Figure 1. Comparison of the expressions of IGF-1 and

Chemerin in three groups of cells treated for 48 hours



CN 43-1262/R " [E s ik alifb 44 it 2020 4F55 28 55 1 #] 23

3 %W it

O LR It P98 33 450 405 Sk 22 - 3500 L . 1)
O I 95 7 P A 2 el 2 v R R R A 1) o B
A ALk O LR O R BE ) S iR S
FEATEE AN R S IR0 I
ORI Z5 Y, B B LR T FH S AR A
SE AL AT IS AR SR IR A K 2 TR, T R T
“URTEANE B AR AR a2 AR
FKERPSIIR0 P A %5 FEIR  Bush ks fk |
S s AR S bk i 1 B4, R e R R
A e e SO (1WANY = = R SN 8- 3
PERTST S At B8 35 0 B 19 Ak 27 1 43 A X 1 24
BAR TN e —EHE, @i
DCF Z SR AT T At 240 1 PR 3 P 4R KO, R
K>k DCF %5t B A0 il N ROS 7KF-2Z [a) & F 1E
FEoe 2R 10T 20 JL e it 0 3 0405 s B 40 e i A7
U5, LN ROS ¥4 2 AL RS0 PRt bl 2
REAR , MTATIE C A A — ki 7 ARG s 4
AR 24 h 36 h 548 h 5, SIEH AL, I/R 4
55 I 2 1) A LA 5 AT (P<0. 05) ,ROS 7K
FREHN(P<0.05)  RHEH S /R A LA ZE RN
HGI2EE X (P<0.05) , 2 B0 LB I -8 V2 54
B BOO WLAH ML AE TS RS ROS BN, i 2
FAFR S S A AT &R 43 300 e 3k — b f . M T2y
SERFTT AR IR 224 CH A0 LA M A %
PR A v g — e Rt FE S A KA
WO TR R S5 A 5 R B W0 3 T
REDIRE AR, A AT 48 w50 UL 43 48 B 1) 7 T
R AT O LA B A O s S R T S5
BT TRl A B SE BN A AL R 48 b, S5 IER
A HLER, /R 5 LT GO/ G 1A 40 i L 451 384
(P<0.05),S M5 G2 /M )40 ffd L 5 s /b ( P<
0.05), %NS VR A LB EFBAEGIFEX
(P<0.05), UtBASAN IR0 B4 ] LLLE K &0 L4
JBEA T G0, 4 200 ] 400 3 e | DA i 3] R
LA AR

IGF-1 J& FZ2Yifig A KB+, X F0 L4 i
RITHA EEE L, AR Bon, IGF-1 7E# 45
O ALANAR R B Rk Y IGF-1 A R4S
AR Y IGFIR, IGFIR {5 515 S 2 15 3, i
& PI3k/ Akt {553 f , DA 410 o 240 L 14 5 5 A 4
ﬁﬂﬂ‘@@ﬁﬂq’@élﬂﬂ@ﬁ@*ﬁﬁ?‘@{)ﬁi[mO Chemerin
TERR AN b LA 4306 55 03 W i Oy OB O H 5
JEIF chemerin SZAHZE &, IR ff e 5 2 H A

SRS =, 1 — 20 38 2 2 0 i 45 B DT
AT i T A2 R 8 R AU L Chemerin RES
AR TR A M 2 35 RORE 2 21, A i RORE I+ I B
T, ABTE H AR G 5 TR A5 M S 8 vp 45— AR
FA IR SR AL B F o, THEER Y S5 RAEH T
A A% A0 chemerin 19335 BP0 ARBFSE
WRAMMALTE 48 h 5, SIEWH LK, VR A5k
B 1 IGF-1 ., chemerin 25 FH AH X £ 35 & o & 15 m
(P<0.05) , [ #H W FKT VR 41 (P<0.05) , &£
BN 5 00 JIE 8 X6 UL 200 I 1 O 47 4 FH rT e 2 38
A4 IGF-1  chemerin A SCIAY . (HEAALEFHHL
il v AN B, ELRARAE iR A AN TE R, R 7R S5 2
W5 HEATIRA T

L5 ERTIA S RN I T O UL L IGF-
1 .chemerin F 35, FEMRHEME ROS 7K -5 - i 28 it &
91, B 150 LA A0 38, R 4300 JUL ke i P9 3
PO ORI
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