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[ E] BM HFiRait % (Crocin) 372 M8 UL 5L (AMI) X R 8 e R UL F K 3745 69 4% 37 48 A & 248
XA, HiE K150 R SD K ALK F 2 ko ABF KA AMI Afe it £ 7.5.15.30 mg/kg 28, & 30
PB4 2 RS IRAT L% AMI K RAE A R4 f R4 T F K47 10 min IR EHLH BF R4
Fo AMI 284 F A HK, 24 h 5, i@t E4d F B MRS fe RS PLE SR AR M 2E M T AL i@ 3 kR R
A JBE vl A R B M A 3 L (MPTP) A% B BB AL AR mF R S 464547 [ A3 =R (R3) . A4 "F R (R4) PR
H F(RCR) ], o & R4 m mF R B & 2 ATP A5, £ 8% 248 & L Na*-K*-ATP B, Ca™ -ATP B 7& M, RF L5
E MR A Ca™ R E, R 5 AMI A R F 15.30 mg/kg LA IK AL BT LA MRS
RIKEM AR TR RKE, d LA & B MPTP FF 4 & 4% (P<0.01),R3.RCR # % H R4 B14&(P<0.05 &K P<
0.01) , &4k =+ 2R B (NADH /bt SUB | 3538 B3 BL U85 40 i &% C R ALEE) 1 ATP 4% B8 U Na*-K*-ATP &
Ca’ -ATP Bg &A% (P<0. 05 3 P<0.01) , &4tk Ca’ R E AL (P<0.05 K P<0.01) , &it MaitE st AMI
KR B R s LK AR 25 M Ao o) A8 B A AR AP VR R AR R AUH T Ak 5 4730 25 B4R Ca” RIS A £,
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[ ABSTRACT] Aim To investigate the protective effect of Crocin on myocardial mitochondria in rats with acute myo-
cardial infarction (AMI) and its mechanism. Methods 150 SD rats were randomly divided into Sham group, AMI
group, Crocin (7.5, 15, 30 mg/kg) group according to random number table method (n=30). The AMI rat model was

established by ligating the left anterior descending coronary artery. 24 h later, the ultrastructure changes of myocardial

o

3T .

mitochondria in ischemic area was observed by transmission electron microscope; the membrane potential and the opening of

mitochondrial permeablity transition pore (MPTP) were detected by fluorescence spectrophotometer; the myocardial mito-
chondrial respiratory function index (R3, R4, RCR) were detected by oxygen electrode method.  The respiratory enzymes
activity, ATP content were detected by colorimetry method; the Na'-K*-ATPase, Ca>*-ATPase activity were detected by
phosphorus determination method ; the mitochondrial Ca> concent was detected by atomic chemiluminescence. Results
Compared with AMI group, the ultrastructural lesions such as mitochondrial swelling, membrane rupture, crest rupture and
dissolution were significantly improved in Crocin 15, 30 mg/kg groups, the membrane potential increased and MPTP open-
ness decreased ( P<0.01); the R3, RCR increased and R4 decreased ( P<0.05 or P<0.01); respiratory enzymes
(NADH dehydrogenase, succinate dehydrogenase, cytochrome C oxidase) activity, ATP content and Na'-K"- ATPase,
Ca” -ATPase activity increased (P<0. 05 or P<0.01) , Ca*" concentration decreased ( P<0.05 or P<0.01). Conclu-
sion Crocin has protective effect on the structure and function of myocardial mitochondria in the ischemic area of AMI

rats, which mechanism may be related to inhibiting the increase of mitochondrial Ca* concentration.
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Bl G B BT 0 DL R N 2B A i fin )
O W S H B 51k By & O LR BE (acute
myocardial infarction, AMI) B2 % J& i b B N 264
AR 1) 2P . SRS U JUL 2 o Y
0B, 2 A I R B A Y £ . AMIT
RAJE  wR i X A R T SRR D RS2 0 5| Kk
S H KA AL Ca™ S A B0 LA M
JATAN AMI B HEAT PR PR, BF 58 LAfR 4
LML HE ] 1B BY 2 W0 ek AMI B oA E
B, JRELLAEZR (Crocin) f& 2L AL 1Y 22T
Mgy, B R P AT . BRI &
PR, LT AE 2R A 38 5 00 i) S A O R Bl AMIT 4%
P 31— CRAP VR T 5 R A% 38 28 40 o 475 8 28 1t %ot
TP RS A 2 7 40 2 R A5 405 5 B AR 4 PR
{HFRLLAE R 2 A X AMI K B0 LRk B R4
YEFH 8 AR DL SCRRHGE , AT 5 38 2o 1 5 AMIT K AR
R B FELT AL ZAT AMI K BRBH I X0 LR A4 4
irgsZne , LASEIIRA T 2L AL 22 A i) AMI 454 475
A FH I

1 #RFTTE

1.1 SRIEEY

f# B SPF Ut SD & R 150 R, il & 220 ~
240 g, b B E B b 4 L R [ SCXK (#E)
2018-004], E N MEHE KT KGR L, LI
12 h 214K,
1.2 2 kK E5E

AL £ W B % B Sigma A 7 (#F.
E170411b) . J& & Az 4 M K 7 & (52 5 . M8650-
100T) f# Na™-K*-ATP B (4t 5 . BC0060) ,NADH /i
28 (Bt 5. BC0630) ., IE 2 B M A B (1 5.
BC0950) & M A M KA &l B b w2 EFREAR
Ny B 3% M 4 # L (mitochondrial permeablity
transition pore , MPTP ) JF A & 6 il 3K 7| & ( 42 5 : XY-
48122-1) 1 8 Lig £ MR A R A F ATP 4
ERMRA A & (%5 AKOP004U) W B db & F &
THRE AR A F ;Ca> -ATP B 7E M A MR 7 & (%
5. F5823-A) M E b s b E AR E R A FE 4
% C A EEE AN R A & (%5 E0024) i &
A FRLCEYF R ARAE, DH-150 B A T
WERAL(ATIL A F E LB R A F ) ; BL-A420 A
i EAL R B R R A IR A F] ) s H-7650 A
% 5t W, F B 4% ( B K Hitachi A7) ;UV762 A £
ST WA EET(LEEEITNBERRAT);

MTP-601F % % K. B 7L ( B A& Corona A7),
1.3 Zh¥IsH A RAESERGE

BF 150 R LB A AR EH BBV F .
H NI F AR (Sham ) AMI 4 Haih £ 7.5,
1530 mg/kg 1% &30 R, Balt &7 45
Bl FEBEFARA 10 min FREHL S, BRF AL,
AMI 414 T A A, BREFAANS, HAEHK
RS EHDEC Ry ik, A4 EE R
JRCRT B S & AMI A BAR A, e i % J5 2 0 00
MBS a k4, CEESTRSFHEHRFTRT
KEd T HEhEHE R, BFAAKXRLE
LA FRB IR IE 2, R4 RER AMI 4, 24 h 7
T& R,
1.4 ZPEBHMEHNE

A HALE 10 R oA B, AN & 4 2 B
FE ST B A2 AW B AT P S B L K B Al E B
R AL AT E &S5 mm® O AL R BT
4CT 4% % —BEE24 h 1% %5 E %3 h 5, #
JE 7B Fn 6K T B K A T M B #:  Epon812 I
AM G2 E I, 70 nm BEY A G, BB W E 4,
HHBREREEFLE, AdHHETFEMEAE
N0 L B 4%k R AR A A
1.5 ZRpfEiusl& BREB AL MPTP 715 B &

(1) &R & 5 Sor k& kAN &a
7 FEALIR 10 R A R FUE I 6 40 58 B JE 5 57 B A
FEAR B0 FCAT M 3w e B IX B 22 0 Rt X L4
L4200 mg, REJF, %1 :9 RERMR LI 4 CALEH
R P4 K e 4 °C 1 000 g B8 10 min B b &
,4 °C 15000 g B2 15 min BULIE , B b &R %
J Bradford 3% 0| & & kR & A Wk E B4 pL &R
B9 Am N 0.15 mmol/L By A 1b 4 V5 i HE AT 7 B
(1:100) B47, 8100 wL 7 B J& & kAR 75 % A A
3mL F LR E G250 JK, #E 3 min 5, BT %
ST L4 o8 o8 A 595 nm K AL B OEE A, #
Wik &It EARERE A RE, (2) FEE ff
MPTP FF 2 A B 1 mg & & & &k, 4% BB A
WA B VLA A FE |, 38 39K O8 B AR DU U
(& WK 485 nm & 4T3 K 590 nm) 1 MPTP JF %
JE (BRH K 540 nm & 5T K 580 nm) |, B A3 A
St 7% o B (relative fluorescence units, RFU) |, 7% J 5%
JE AR ) 5 R JE W AL s MPTP JF 3% # 5
1.6 ZRRIKMEIRIhBEFE 4R, FERERTE I, ATP &2
N Ca™ iR BT

()R ARAN 1 mg & EE K
R, m N 2.5 mL R MA-FE 30 CHEER 1 min, 78\
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20 wL & JE 4 2 min JEAm N 10 pL i3 — 8 %
EEMLRE WA A3 FR(RI), BT 8B
TALHBRMENHEAHE NS4 FH(R4),R3 R4
FE 2 K A A " R 4% %] & (respiratory control rate,
RCR). (2)"F % B & £ ATP & & fn Ca® ik & 1
WA B R HATAE G, A LT
A AT A Il NADH it 2 8 3% 30 8% L S B L 0
M % CAMEEEMATP A 8, B R F ¥ X
KE R Ca® K E
1.7 AL Na*-K"-ATP B, Ca’ -ATP EgiE A&

RAAFA10 AR, FHEMRALLE, A
N E R B AL L L 200 mg, % 129 FREERAM
P A N A FE 2R K 47 4,3 500 r/min %% 10 min &
WK, REHBRAEHASATAE, Bt w5
RIS BL Na*-K*-ATP B Ca® -ATP BgiE 4" |
1.8 SitFEE

iz | SPSS17.0 * # i #H AT HAF AT, IFE A

Bl aes 7. B HLEFRARYELFT L7
A BATE HF T Z 04, WW B R A LSD
#%,P<0.05 7 ZF AR FEL

2 # B

2.1 BWOEEI AMI XBRO &R BRI &R
=AU

BT AR 2 K BRL 0 IL R r (A HE 371 3 55, 5 e 45
B TES M X AR DL S 5 AMIT 20 Bl JUL ok 4 5 i
WD HEFIZEFL R K ol 2 | s DAy S i S e T
PS5 AMI 4 HL#, JLIAE R 7. 5,15 30 mg/kg
LU LERE 3R T 235 4 722 5 A [ A JRE D, G
HRLTAE R 30 mg/kg HERLARHED 8 55 AU
LRI R R IEMT (1) .

1. BRI AMI K 50 BILS AL 08B R0 45 44 6 8 i
A NRTARE B AMIH,C HREELLALR 7.5 mg/kg 4, D NIRLLAER 15 me/kg 20, E NHELALR 30 mg/kg .,
Figure 1. Effect of Crocin on myocardial mitochondrial ultrastructure in AMI rats

2.2 FRAEIN AMI K RO AL i 4 BR B8 i Fn
MPTP FF 1 BE B9 M)

SR TR A, AMI 2H K BlO LR R A i v,
PLREAR MPTP JFHCEE T+ 55 (P<0.01) ;5 AMI 41 kb
B LLAE K 15 .30 mg/kg ZH K L 037 TH i H. MPTP
TFHlE AR ( P<0. 05 8% P<0.01;% 1),

2.3 BRI AMI KO AL AL A I 0R Th B 15
FREIR M
SRTFARA e, AMI 241K B0 ILER R A R3 |

RCR BT R4 THim (P<0.01) ;5 AMI 4 HL#,
4146 % 15 .30 mg/kg 41 R3 .RCR FHE M R4 F&AK
(P<0.05 5% P<0.01;%2),
2.4 FRATEEIT AMI K 5RO BILER AL {4 I IR B & 14
FATP EER I

SR TFAR L oA, AMI 25 K BlCs ULZR R 1A 1
fits (NADH i 20 f B HA R i U 40 i 5 3K C A4k
it} ) IS R AN ATP &5 5 AR (P<0.01) ;5 AMI 4 It
B LT AE R 15 .30 mg/kg ZH = Fl I W il 35 1 AN
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ATP & 8FHE (P<0. 05 B, P<0.01;%3) .

F 1. BAOEEI AMI XROALEREREBE AT MPTP FRE RSN (n=10)

Table 1. Effect of Crocin on myocardial mitochondrial membrane potential and MPTP opening in AMI rats (n=10)

Hify . RFU
Vi JEE LA MPTP FFi%
e FARH 37 537.08+3 507.42 24 729.36+2 513.43
AMI 4 24 835.76%2 724.51° 37 434.24%3 247.06"
SLIAER 7.5 mg/kg 4 25 650.32+2 892.75 35 871.53+3 307.25
FRLTAEE 15 mg/kg 41 28 009. 473 056. 43" 33 764.98+3 215. 84"
FRLTAEE 30 mg/kg 41 32 479.08%3 268.29° 30 540. 16+2 899. 58°

Hia A P<0.01, 5EFRHEMLEL ;b J P<0.05,¢ N P<0.01,5 AMI ZHA L,

R 2. FALEI AMI K RO BLER AR Th BEFE AR I (n=10)

Table 2. Effect of Crocin on myocardial mitochondrial respiratory function in AMI rats (n=10)

il R3/[ wmol/ (min - g) ] R4/[ umol/ (min - g) ] RCR/%

BFARA 71.08+8.35 24.16+4.03 2.94x0.51
AMI 4 43.51+5.49° 32.80+4.91° 1.33+0.28"
FLIAEE 7.5 meg/ke 21 46.98+6.04 29.13+4.68 1.610.34
WLIAE R 15 mg/kg 41 52.40+6.27° 27.46+4.35" 1.89+0.40°
LI AEE 30 mg/kg 4 61.73+7.05° 25.98+4.01° 2.38+0. 46"

W a i P<0.01, 5FRAME ;b B P<0.05,c i P<0.01,5 AMI 4iAHLL,

2.5 FAEEX AMI KROAL Na'-K'-ATP B,  (P<0.01) ;55 AMI 4 HLA, LI AE K 15,30 mg/kg
Ca® -ATP BEiE MR Ca’ R ER 0T G L Na-K'-ATP §§ Ca™ ATP B§IEHETH 2 HL2&
TR A, AMI 2K BUO ML Na™-K*-ATP Rl Ca® Ve BERE(E ( P<0. 05 % P<0. 01535 4) .

fiti \Ca® -ATP i 15 P FEAIK I £ bR Ca™ VR JE T+

R 3. EALEI AMI K RO ALER AL FEIRESE 50 ATP 2 BHFID(n=10)

Table 3. Effect of Crocin on myocardial mitochondrial respiratory enzyme activity and ATP content in AMI rats (n=10)

Jra NADH Jiit &g/ BEFIR i S G/ R C AL/ ATP/

[ pmol/ (g + min) ] [ wmol/ (g + min) ] [ pmol/ (g + min) ] (wmol/g)
T ARH 124.33£23. 64 63.87+15.94 357.41+53.50 0.99+0. 15
AMI 4 70.95+18. 40" 35.83+9. 61" 191.94£39. 62° 0.41=0.11°
SLIAER 7.5 mg/kg 4 78.42+19.51 38.64=10.77 210.68+42.75 0.48+0.09
FRLLAEE 15 me/kg H 92.46+21.33" 46.59+12.15" 259.74+46.13° 0.56+0. 14"
FRLTAEE 30 mg/kg 4 108.95+23. 86° 51.76%15.36" 302.39+51. 69° 0.79=0.20°

Hia M P<0.01, S5EFRHEMLEL ;b H P<0.05,¢ N P<0.01,5 AMI 1AL,

3 W SEAFI T RE A2 451 T E il i, DX 4 40 i 04 T FIR AL 2
AMI 45495 0 B P e P i PR 20T A AP o R 2

LR AR e e AN RE AU Y B B, A RIZHRESE BN IE S AMI Bt JE oG T 2L
T U JULZR N f A AR A% . (HERIAR D) 2 4 A Wt ] 01 % v B 24 s 114 52, v B 25 3R 0T
P, 2 R 00 10 e T B A A P R, e L 3 I A B A AR Y OGS AT
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F4. FALEI AMI KROH Na*-K*-ATP & Ca™ -ATP EgiE R LR Ca™ IREMFN (n=10)
Table 4. Effect of Crocin on myocardial Na*-K*-ATPase, Ca’*"-ATPase activity and mitochondrial

Ca’™ concentration in AMI rats (n=10)

Na*-K*"-ATP fif§/

Ca**-ATP fiff/

G [mmol Pi/(g - h) ] [ mmol Pi/(g - h) ] Ca™/ (nmol/g)
e FARH 5.75+0.97 4.50+1.47 12.58+1.64
AMI 4 3.56+0. 68" 1.850.73" 28.07+4. 38"
LK 7.5 mg/kg 4 3.74%0.72 1.99+0. 80 24.93+4.57
LT AL 15 mg/kg 41 4.35+0.81" 2.72+0.96" 22.85+4.09"
LT AE R 30 mg/kg 40 4.90+0.91° 3.58+1.14° 18.53+3.48°

H:a A P<0.01, S5EFRHAMEL ;b l P<0.05,c¢ N P<0.01,5 AMI 1A LL,

LA N A AL, R EELA WS e, o
RTCREHH Y, HA TG AR5 Bl 5 Z 5k,
LT ACZE IR AC 1 = B0 PE 4y, B R A B P
SEALTEYE L PR T A 2 R A AR AR
FE 30 A3 75 S L I G LS e B, AMIT A 7R A Rt
I DR LR A 2 30 45 o 9 /0 | HE B 25 6L L B A
T2 S VRT3 7 e % R AR5 AR G 2, 5 T 252
T s — 2, I H 2 I A BE AR MPTP 0%
T B SRR I A8 3 LB 4T AL R IR YT BE A% B ik
3 AMI K BRI DX 0 LR R A4 R T 45 A o A, 32 1=
FEEEL AV I BEAIC MPTP FFJBU%E, /R LT AL 2R X AMI
KB O WL S5 R B 405 LA PR3 R

FEVEIR FEAE T it v L s 7 Ak ATP it
BEeE R R R i E R R IIRE S — . R FE
ANEN, R3 X 3R 4 kb AR 78 — % 2 I 17 ( adenosine
diphosphate , ADP ) il 3 T 9 PR 8 48 FE 38 %2 ADP #E
KRG BT FEE, (HAS AR B ATP, SRS A IR IR bR
A R4 ARFLARRIT W BE B FERIRAS . R3 R4 L
I 2 1 2R ( R3/R4 ) 2 DAy e 44 7 W 1) 6 19
FHFEHR ; RCR B Ry, W) 158 B 288 47 {4 o W 5 40 16 1 1R
FRABY IR AT F0 S8 R B8 T 8, 7= A ATP B50R i
B AR ST B, AMT SRR AC BBl If X0 UL AT
& R3 \RCR F&AK1A R4 FH i, M7 WL i ( NADH B &
it BEFAMR N SURG  AHA (6 3 C AL ) 761 52 ATP
S i R, DI AMI K BBk iy X0 LR 7 1A T
REMT BRRAG, 5 T Ak S IR o 38 — 20 4T
TEEIRITRENS 8 32 0 AMI R BUBk I D00 LR KL
& R3 \RCR J-FEAIK R4, BH S 328 =5 — P I AR 1 A0
ATP & BRI AE 2 X AMI K B0 WL R AR T
REEA IR VER

Br T REI AR AN SRR X AL Py Ca® VR B
AEEMPER . YEPIRTREZ B E ATP &
BAZ PR K T30 ATP KA 1Y Na*-K*-ATP fiff |

Ca’ -ATP TG VEREAK, Na'-K'-ATP fif £ FRKILT
YA, Ca® -ATP [l 7E 20 J FBE RN LR I 25 4 33k
Na*-K*-ATP B PE PR Na*/K* 28437 BH, 3k
ALY Na* 3 BUBS A0H AR Na*/Ca™ 58 HL 2R 14, fifi
Ca™ PNTRIEZ L3 ) Ca®* -ATP [l P K 5 3%
AP Ca™ FEHUF /D , 24N ML P Ui 25 Ca™ YR FE Tt
L IR AN Ca™ BER 7, O LM P 5
BRI, O LR ARG i 32 28 0t SR B P Ca™ | 2
LRRIR Ca® VR IR B — 5 B B I, 4 5 B0 b A 5t
HL A7 REAIG AT MPTP JF R T, 51 A SRt b ik T
AT EL |AN AL =1 O H, Zooki i Ca™ HE 30KE
P R AL o B ) Wl I A e AR, DA I Rk
AR AR R A, T B 66 8 2R 12 1 QO e -5
7 EEAERR , N TTINE AMT $i45) , A5k
M, ZFRAACZFIRIT RENS W 3 = AMI K BBt I [X
UL Na™-K*-ATP i, Ca> -ATP il % ¥ IF: B AR £
1K Ca® W, 1X AT RESEIRAT AL 2 X AMI K FUD ILZR
BLARSE R IR ELAT (R4 7 R E AL

28 ETIR AT AE X AMT A BBk I X0 Lk
RLARZE A AT RE AT Ry AR, JLAE FALE ol e 5
MHILRR Ca™ MR EETHE A 6,
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