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[ E]8 & 35T M/MRiE L T (Platelet activating factor, PAF)IEHRIZLAE 5 6 E X &M 0 WU FE R BLGC ThEe o LB A
EHME -1 B (Interleukin-1 B ,IL-1 B )FIXMREM ., #4054 H SD KRBV BB FEARA OEEAMOLEOERITH, R
FAZFL A TR BN 32 7 iR 87 At D U FESh AR B R G 24 h T AA TR NIER I E A E 40 mg/(ke-d), O8
HFABF RS THIFHER R AR K E R 4T .28 d J5FH Vivid 7 B2 S8R UM & A A LTI, HEAER R
%, I RT-PCR K30 IL-1 B mRNA KRk, 4R 5ERFARGML, OEHBTFH.ODIREH B EIR(P<0.05); 5.08F4H
L3, BT AL T REEA BT (P<0.05) . SRFARMAML, CEHFRIFHLE ERBIEEIL-1 B mRNA /KM% 8 B 3 m
(P<0.05); FLOABH WS WEIT A2 = T RIEHUL IL-1 B mRNA KB/ (P<0.05), 4 # : PAF 54 B A EMHE T g
BHECIUEFR K BOEEH, T S EAINE T IL-18 93K, AT S 2k o VUSSR Th8e.
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Effects of Safflor yellow on heart function and IL-1 B mRNA expression of

cardiac muscle after acute myocardial infarction in rats
LIBo, etal
(Department of Cardiology , the Second A ffiliated Hospital , Chongqing Medical University)

[ Abstract JObjective: To investigate the effects of platelet activating factor (PAF) antagonist Safflor yellow on the heart function and
IL-1B mRNA expression of cardiac muscle in rats after acute myocardial infarction. Methods: 54 SD rats were randomly divided into
sham group, MI group and treatment group; acute myocardial infarction animal models were established by ligation of LAD; rats of
treatment group were intervened by injecting intraperitoneally with 40 mg/(kg-d) safflor yellow after 24h; the MI group and sham group
were injected with equal volume of saline. The heart functions were detected by Vivid 7-type Doppler ultrasound after 28 days; the left
ventricular weight index were calculated and the IL-1 3 mRNA expression of cardiac muscle was detected by RT-PCR. Results:
Compared with sham group,the heart function of MI group and treatment group were significantly depressed (P <<0.05);and that of
treatment group was better than that of MI group (P<<0.05). Compared with sham group ,the left ventricular weight index and IL-1B
mRNA expression of cardiac muscle in MI group and treatment group were increased significantly (P<<0.05);and the left ventricular
weight index in treatment group was less than that in MI group; the IL-1 3 mRNA in treatment group was expressed less than that in MI
group( P<<0.05). Conclusions: Platelet activating factor(PAF ) antagonist Safflor yellow can improve the heart function in rats after acute
myocardial infarction by improving left ventricular remodeling and regulating IL-1 8 expression.
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IRER R 2 3 LR A
112 EEHRS5RAN EHAAEBECERHITKTS
W B FRA RIS 50 mg A BRI ERHBAE A3S mg
(EZ5 % 720050146 ). Trizol .GoldView AZ#E Yt} . T R E T
F 4 4 57 R A R 2 & ; PrimeScript RT reagent Kit TaKaRa
Taq: AR AW R A BRA A HA AR Er=.
113 EFENAF ALC-V8 Zi#MFll: L B/REHFEY
PHEA R ] RM6240 R S HA RGBS REMHRR MK
HALRS T 5 Vivid 7 B 2% 88 A AL (R SL 3R 3R 10 MHz) : GE
73 #] 3 5810R @ E KB LA : #2E Eppendorf /2 &) ; DNA
Engine PTC-200 % PCR {% .ChmiD oc XRS ¥Ef B A% S H71X -
2£[H BIO-RAD /A Fl.
1.2 £BmF*
121 KREOEERNGE SRAMARAHE IS BIR
EhYIRERL S A ME2E (O URIZERE ) SY (T B G K
57 ) SHAURTAR), B4 18 R, DMEHRH L ¥ MIAS
SY LB B 3.5%M7K & FE 10 mlke FE RS TE 5T BRBRSS
FRRANG B FHIES b KRMTIAL S RM6240 25 £
BB RELHEAGHERE, KEMEGEHEA ALC-VS
BHYINFIAL, T 70 W/min, S 4 ml/100 g, WEHE
EGHITYIF, BTWIEE 3 4 B BE/NOH A ORE, B2
UL, LRSI AT RS bR, FALERIE T ey
2~3 mm R LRGSR A M CHUESE, IO B E ST S H
ol EHRE O O AR S AT AR R s SH 41, E AR F
MI 4B SY 40, HRTEMFN RERARETL. RIGHT 40
T d WEBRER TS S8t 3d.

HAKRFAH SYH RG24 h B THRBESOHER
# 40 mg/(kg+d), EARG 28 d;SH 0 MI £H 45 F # R4 AR
A EE KNS, SRS ERSE.
122 KROHESESRE ARG 28d, KA Vivid 7 LTS
B (BRI 10 MH2) RS A X R T O AR .
3.5% Y 7Kk A ERERE s PN TE 5T (10 mi/kg) , 75 K BRUBR RS 100 B
L EFRAF S & KRGS L E TAK WES
BERE AEARRE AEFHAMNE ATWSEAHNA
(- 1 &
123 EZEHEEEP KEFRESEFAI, .08 LBk
FRTIGER O, B RE RSO N B I, R 5 m EA
B LERELDRERBEREOE, HEBEE Kby E e
RPHRBREZERERUEEFBLEZERER (mgg).
124 RT-PCR @Kl L IL-1 B mRNA /K FEX 1
pubmed ZFEBHFE P A B KR IL-18 & mRNA EF 4%
S NM_031512, B4 R4 TAY T EE AR S AR AH
HERIIPWTIL-18: #3149 5’ -GTCACTCATTGTG-
GCTGTGGA-3", T3 % 5’ -GTCGCTTGCTTGCTCTCTCCTTG
T-3", 938 1 Br K BE 319 bp; B —actin: F¥#54 5°-GTGCT-
GAGTATGTCGTGGAGTCT-3", F 514 5" —~GTGGAAGAAT
GGGAGTTGCTGT-3" , ¥ 1% K B 610 bp.

RS E D AME RNA, ARSI E B A
M RNA MR g, 48 0.2 ml PCR B HIRITIMA T34 &
Be#l RT SR % :4 pl 5 x PrimerSeript Buffer,1 pul Primer-—
Seript RT Enzyme Mix 1,1 pl Oligo dT Primer,4 yl Random 6
mers,3 ul Total RNA,7 w! RNase Free dH,0, & 517 & % 20
ul, IBA) &4 ,37 C15 min; 85 C 5 s, RIVEE NG , & K ALE
Bk FH L B4 pl cDNA IS PCR N7, B4 —20°CHRAT .
K& P ECH PCR KB {K % :0.125 pl TaKaRa Taq,2.5 pl
10 x PCR Buffer(Mg? Free),1.5 ul MgCl,,2 wl dNTP Mixture, 4
wl cDNA,0.5 wl B8 1#7,0.5 pl FHEs|49, A K EZEEK
ERRMARZ 25 ul,12 000 vmin 3.0 10 s FRMIRG IR
41, 3L BT PCR X _E#1T PCR B, R4k H : (1)94°C
5 min; (2)94°C 30 5;55°C 30 5;72C 1 min;30 MEH ., (3)
729 10 min, KN 5E 545 #4r FIEL 5 pl PCR & ™ M 7E ]
—2%BRREBEEERE 1L 100 V B8R HLIK 30 min, IR 1%
SR ST AR R D RS REG e -1 &
B ~Actin FYARXT A HHIEITLEEHT.
13 sitgam

K Fi SASB.0 GEiT R4 X BAE #4724 B I3 +
PR (x £5) R, ST EEATTRITEM BRI H 2547
Kruskal Wallis #6535 , B P9 LU 0% ) SNK K38 Wilcoxon R A
K, KE/KHE o« =0.05,

2.1 KEABEEAASBREFAE

FAFEPRE AL SHAHS MIASMFT2 2,
SY 4HFET 1 KBS Mg R PR $E98 SH 2381 4 2 MIZ1%E
03 B.SY HFET 2 2 EESOEAE MTARET 1 1 .SY
HFET-2 HARIG 36 h RO 1358 SY SHAET-2 B, 28d /5
A REHHAL FOERBE 2T A6, AZRE B G
BESSISL BREEH BARE,
22 BHAKACBMEELS

BEAEKRNGERE R SEFREME, OELRETA
WA EFRERE A R4 ik R 1 A2 A R W48 K 3 P 42
BIK A ES M55 BRI (P<0.05), MTRTT AR OF
4 LRI s £ R AR SR L(P<005,F 1),
23 AEEFFTHHK

FHKXRKE EXTEREZHRBREWNE 2 BiR.3
HARAEEILER(P=>0.05), SEFAREML, KRS
HRTHN AL EER AEFERIERH B, G AR
CRERAYE, ZREAFIT¥EL(P<0.05),
24 RT-PCR #%#0 IL-1BmRNA &K -F &k

BRI ALE T ER: SBERAMEL, OEHA
TRITH TL-1 B k¥ iAir A OB A R AW (E 1),
1 quantity one F{F 4 BB T AR A ORI L 1EH
BEIRITH L-18 5 B-Actin BUFERT A {E41515 0.53 £0.07,
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F1 SAXROBEBERESR(xxs)

415 BB AEJSREERE LVPWT(mm)  ZEEEFAMNE LVDd(mm)  AFUAEAN A4 LVDs(mm) ST 734 EF(%)
SH #1 12 124+0.18 526+0.42 2.14 +0.54 82.85 +4.52
MI 44 12 1.78+0.17* 6.94 + 0.82* 5.81 +0.83* 38.86+9.31°
SY 4 11 1.54+0.17* 6.20 + 0.88" 5.02 +0.95* 49.85 + 8.96®
F 22.35" 15.98 72.28 101.13
i <0.000 1 <0.000 1 <0.000 1 <0.000 1
T “¥"FK Kruskal Wallis K301 H {8, = P<0.05 5 SH 414 LE;" P<0.05 5 MI4HAHLE
*2 BREAARBE.LZER. LZEREB(G+s)
4151 % R (g) A E ik (mg) FEEE R (ng/g)
SH 41 12 32033 +12.15 571.67 + 15.05 1.79 + 0.03
MI £H 12 311.92 +8.88 850.67 + 28.24° 2.73 + 0.04*
SY 41 11 313.27 + 10.47 686.09 + 15.59* 2.19 +0.03*
F 551.31 2358.93
P <0.000 1 <0.000 1
T “*" %75 Kruskal Wallis K050 #9 H 8. * P<0.05 5 SH 4L ;" P<0.05 5 MI 414t
%®3 KAKXRIL-1BmRNARKIRE(x£s)
51 %k IL-18 F P
SH 41 12 0.53 +0.07
MI 4 12 0.97 + 0.09° 84.05 <0.000 1
SY 4 11 0.68 + 0.09*

T P<0.05 5 SH 41AHILL; *. P<0.05 5 MI ZHAHE

M SH# MI# SY

2000 bp
1 000 bp

750 bp R bk
500 bp

319 bp

M:DL2000 marker
SH A HF AL

100 bp S TR
E1 |RAKXBOIEAS IL-18 mRNA &k
0.97 +0.09.0.68 + 0.09, HFHZ BN ER AL ITEE XL (P<
0.05,% 3).

250 bp

3 %W i

SO HUESES A0 22 N 20 I8 R GE TS K A
FHFERTT , O WUANHIALE K , 40 a5 h I R 2 , JB T 24 190
RUETE , DEREIEY K , 25 Fh AAE 40 R Tk hn, i L
LRI AR AL R R AR P B R R R R R E L
ThREAITG , Rt O WURESE % 2 A0 38 R ST R
o Bt , B St O NURESE RS O LSS AR ) 2 40
LR Tk RO L AR B3 S R R O D E R i
TR B8

WFFE R BRLTAE B (6 3 —Fhid BT PAF 342 T & %
P /R RENEFH 258, T PAF 2 /MR P9 B4 |
PR S 2 R AR DS R 4300 , RE R TR S AE LI AR IR

RIS 5 NSRRI & A A RS R, e AR A
AHig R RGOS SR ER . A S R KR
SRR 21 28 8 O R A A AGE AR E RO U AE
AR, PO LR I, RIS RE . B EA SRR, R i
O LG i S804k 1 5 240 M B S AL B D I AR O LA
IL-1 B JEEA miE A BUR A M 7 , AT REZE Sk
REREAL B A T A M PR E A, il AR A SR A T
AL BEHR BT B 386 58 10 8 4 AE S LA B R BER B A ERE
P RO UL, TL-1 V38 5 1895 2 1 S5 N7 LA B 1
T R E AN ERS S5 0GR E SR IL-1 A5 2
— R 0 R R, A A UL 4 i A AR 0 L
JEA B LA TR 7125 0 2 A A L ARG, 4SBT
FRERAM NG IL-18 ik BN, X5 Zhang J
SEORF LS RAML, 1-18 SONUERE A E T E VM
3%, Mitchell MD 25755 & B 1L-1 8 BEMEE i3 40 a4y &K
T AR P DR 008 O LT A 40 RS | DT 2 0 v O U LA
FEJ5 LB A R B R O WU A R R, S B R
KA, Xiao H ORI 1L-1 B REMELERE SRAFE R 5 o F2 P
It PR R D R T 4 R AR RO 1 L T D R Y
AR HZIE RS -1 8 RS &, FHk, IL-18 43
A 186 n AT RE AL S ZE O WURESE R D EEA M SR, AR
IL-1p MWREMEREmOZENRENTEEHMEE.
Mountain DJ ORIt FIBEIESE T IL-18 BEAET S
M4 % AR SR A 2 Rh B R g R 3k , AT IS MMP-2 (3R ik
MG, 25 0EEE, BREHaERaREHBRRER
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[# ZE]2 4 MO ERRE S BREEHEROER R - F RN 7% B 40 SIEBEHARELEX
MEGHBROIE 20 §, B RBENTHBE), HE 1S 58 5% B HRARA SUER BA , R A gl SP kil &
A B 2 B F C(Vascular endothelial growth factor-C, VEGF-C) . 1 1% P A2 K B 34K 3(Vascular endothelial growth factor re—
ceptor-3, VEGFR-3)F A 7K ¥, LI B K -2 H (Podoplanin )FR 10 { bk ELEF P9 B2 40 B, 3130008k B2 48 % B ( Lymphatic microvessel
density, LMVD) B/ k58, & R BEBA S RAZE LMVD 777E 8 E2Z R (P<0.05), IMVD EE HBH S AR BAH B EE
F(P<0.05), BBAF LMVD SHFFEB LB EHELME, VECF-C EXEBASHBAR BEEF(P0.05), EHEBHS K
R RIATRE R BE T (P<0.05). VECF-C Fi55 VEGFR-3 kA B EHIX M, VEGFR-3 MESTHEBH S TEY
HIFH BEXF(P<0.05), #%#:VEGF-C 5 VEGFR-3 SR X AEB LM MK BB A E B, N BB Z AN AT158] VEGF-C

55 VEGFR-3 &k, WKEERELZHEREREREEHBIAEREL
(R@IR 18 SR il RS R S ME A A KA T C MM EER
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P OUEFE KRB OINEE, (18 BEHBEL ASEE
TRRPHS, R\ LR AR T O RE TR ST
FA R OB PR g EF L1 WK R
kY ERE B B R BB ORI O I B
5, ATAR PO LA Vo Q2T 76 35 60 B BE B 0] H,0, F3L
K3 R S8 LDH RBE A W 8 MDA 5B EMBE 74
AL Bax EEMRL, FLEFPTAI R O R g5 40
AR H,0, RBUNBS AN T, £ 46 STt ) 3
it M bel-2 BEME L ERE S T Bax E AR IE LIRS
S I FEERE VRO AU A0, R M A B0 28 A 1 o UL M
HETHELEDRE.

SR aEHEETERINEAEOIEE R
L EER, BT REMBE T IL-1 8 %S, ATikEa
HONEFE R RO TIRE . ALK — N E] PAF #5350
T AR R AEO LB il 4O R R B AR AL,
Xt B PAF B AR5 5070700 LBk i = A9 £ FE AL 30 i B B
FRA—E RIS LSRR R B X,
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