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(FEE) BH B ALSE fu B 3% 47 45 (myocardial ischemia reperfusion injury, MIRI)A B A2 & 4 5286 5 &, 35 3% % 5% 38 8 % B
X MIRL A B 8 TR E B2 & 5 0 Al i P B 20 ik 98/ & 1% -2(Bel-2) K A 5 B F-1aHIF-1o) & K 4 & 8 5 P2 it &
B & B #-3(Caspase-3)8y R b F %, Fik 40 A SD K R MAL 2 H E# A HA ML XRS5 dA XLk 10d4A, 5410 R, 4 A
W & F LT BB, & F Western blot #2 RT-PCR 4 51 4 31l & AL 48 # # Bel-2 HIF-1a ,Caspase—3 #7 % k f2 mRNA # 5% 3
R SEAMAML, LRSS dAFLR 10 d A AU+ HIF-1a X Caspase-3 87 & & % 3k 72 mRNA % 3k & # [ £ (P<0.01
2 P<0.05),Bcl-2 & & F ik fn mRNA %34 B FHE (P001); 5 X &5 d 4, LR 10dAXROAAEF Bel2 Ea k£ BHEHE
(P<0.05),Caspase-3 & B % 3 I # K14 (P<0.01) ,HIF-1a #7 Caspase-3 # mRNA % 3 & # K (P<0.01 3t P<0.05), &8 L % K&
YR Lk B R BT 51 ey o AL 4 A ARG B R PR R AL AT AR R S B MIRT K B BLA4R i HIF-1o Caspase—3
Hy A B M Al L4 A P Bel-2 By 4B R ARBRPIER,

(IR ) & LGk fn B 4045 5 3 % IR b X AR B ALE

(FhE 4 %5 IR245.81 (X ARARG A (X E % 2 )doi:10.3969/.issn.1674-070X.2020.09.001

Study on the Protective Mechanism of Moxibustion Neiguan (PC6) on MIRI in Rats
Based on Moxibustion Warm-dredging Theory
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(Abstract] Objective To explore whether the pre—protective effect of moxibustion and warming—dredging effect on myocardial
ischemia-reperfusion injury rats is related to the changes of Bel-2, HIF-la and Caspase-3 in myocardial cells by taking the
rat model of myocardial ischemia-reperfusion injury (MIRI) as the experimental object. Methods A total of 40 SD rats were
randomly divided into a normal group, a model group, a moxibustion 5—day group, and a moxibustion 10-day group, with 10 rats in

each group. Each group was intervened and draw materials according to the test factors. The expression of Bel-2, HIF-la,
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Caspase—3 and the relative expression of genes were detected by RT-PCR and Western blot. Results Compared with the model group,

the protein and mRNA expressions of HIF-la and Caspase-3 in myocardial cells of moxibustion 5-day group and moxibustion

10-day group were significantly reduced (P<0.01 or P<0.05), and Bel-2 protein expression and mRNA expression was significantly

increased (P<0.01); Compared with the moxibustion 5-day group, the Bel-2 protein expression in myocardial cells of the moxibustion

10—day group was significantly increased (P<0.05), and the Caspase-3 protein expression was significantly reduced (P<0.01).

The mRNA expressions of HIF-la and Caspase-3 were significantly reduced (P<0.01 or P<0.05). Conclusion The moxibustion and

warming —dredging effect has protective effect on myocardial cell injury caused by myocardial ischemia and reperfusion, and

its mechanism may be to reduce the content of HIF-law and Caspase—3 in myocardial cells of MIRI rats, increase the content of

Bel-2 in myocardial cells, and finally play a protective role.
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1 SD K EUMENL B e FHEGZ L, R
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SRS d 5 10 d, 1EF 45 R [ AR
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S R SE 4% P R BHDL S S BR ST A W (B
LA 5 (2004 )55 N0248 5 ) #243E  BLAS A 4 mmx
120 mmx90 %,

1.6 R4 b5 K )y 2

SEH A 1 R IE H A AT IE 32 S BKCR L, 4 HR
KB IELT S, 20 A BSR4 T HA O 48 A A ; - 52 56
55 RISk S d AR, LR 10 KXt
R 10 d 4R RAFEAT 4 50 LR iV e Ak 3
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1.7 Western blot & JU.C> JJL4H Mi H Bel-2 HIF-1a |
Caspase-3 [/ 31k
1.7.1 FEShHIE 39HL0.25 g O LALEL, VKT
(% PBS #h ik J5 B T A K g8, A 300 wL RIPA
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H[H 1xTBST # — 41 #& I/ Caspase-3 (1:1 000) .
Bel-2(1:500) \HIF-1a (1:200) .B-actin (1:4 000) H
B RE RS — 40— B E 4 CiH R IFEE R,
IxTBST % 3 ¥, &K 15 min, |, ~HHE (H 1x
TBST #ik: HRP FRic i) —Ht, B LU 1:3 000, K
B G P 5L F B F 45~60 min, WFE 45
HAKTBST ¥ 3 K, AR 15 min, )i , 47 ECL &5 b
1.8 RT-PCR #i.0> LA H Bel-2 \HIF-1a,Cas-
pase-3 mRNA 14X ik
1.8.1 SLEHTMES K 1 mL DEPC fil A 121 C,
20 min MK E =ZK 455 16 h, il 01% DEPC
K ¥ RNA Fr s a8 il e AE M IR0 T 1% DEPC
KPR, 5 R B R AR AL 121 °C,60 min
BIK B &
1.8.2 RNA WY BEAGHEEEM LUK Trizol 2 B JJL4H
LB RNA S5, BE ) 19 78 P 300 o B e , B 2 pl
RNAJG % 1:5 (9 EL B 5 loading buffer premix JR%], T
170 'V 5 & HL ik, V5 1 05 AT A8 RS R EE I B K 2/3
Aib A5 1 H K 5 BE IR AR
1.83 RNA S5t DLZHZ1 4 mRNA AR, 3
¥ 5% ¢cDNA,20 pL WA % (0.2 mL TCH§ PCR tube
)R, 1 pL RNA(%13 wg).l pL Random primer,
10 wL T JCEE KK, 70 CHN# 5 min, 36
AVKHEH AR 4 pl 5xReaction buffer
2 pL dNTP.1 wL RNase inhibitor,37 CHI#45 min,
FEMA 1wl M=MLV ¥ %% 5% i (200 units) .42 C,
1 h;72 CJ 10 min, i ¢cDNA F-20 CHAF .,
1.84 qRT-PCR 5| # ¥ %] &1 SYBR ¥, 1E
NCBI 8% HWHE M 75, It H Primer 5 #A4F# 1T
(P 5 & i 65 L5 1 ) o
1.9 Siits#a#r

AT T A5 S 5 s LA SPSS 20.0 B #1758
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AT TR PR DL “xas " FR | SCHEATIEASTE 22 ®2 BAKRBROMBIH HIF-1a,Bel-2,Caspase-3 mRNA

FEVERT S . R IE AR DA ] L AR B R
Z M (One=Way ANOVA), J5 2255 Bf e £ LSD %,

T ERFFET LR, Dunnett T3 325 3 ANl 2 18 251 0] 36

FERLAIR L . P<0.05 H2ESA G E L,

2 R

2.1 AR WAL XS MIRT WL H HIF-1a Bel-2
Caspase—3 & [ A 1 5% 0
SRR AR LG A2 R RO LA HIF-1a
J Caspase-3 18 H #3418 55 (P<0.01) ,Bel-2 %
135 1 3 FEAIR (P<0.01) s SBRSAARLL , 3L R 5 d
HAME A 10 d 1R EC LA AE H HIF-1a & Cas-
pase-3 Y £ [ 5 1 & P K (P<0.01) ,Bel-2 3
KR E R (P<0.01); 534 5 d HA L, % 10
FKAKRB O HIF-1 « EARBEF LY
T2 L (P>0.05) ,Bel -2 5 ik i 3 1 5 (P<
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F1 FSHKXRBOMM B HIF-1a,Bcl-2,Caspase-3 &EH
RIEBEL 3L (3+5,n=10)
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T HIEE ML, P<0.01; SBIRI A AL, 44P<0.01; 5% 5 d

ZHAH 1L, ®P<0.05, °®P<0.01
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