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[ ABSTRACT] Aim To discuss the effect and mechanism of diallyl trisulfide on coronary microembolization ( CME)
in rats based on the TLR4/MyD88/NF-kB signaling pathway. Methods Sixty SD rats were randomly divided into
blank control group, model group, positive control group, low, medium and high dose groups of diallyl trisulfide, 10 rats in
each group. The blank control group and model group were given the same volume of normal saline, the positive control
group was given rosuvastatin (3.0 mg/ (kg + d) ), and the diallyl trisulfide low, medium and high dose groups were given
diallyl trisulfide (10, 20, 40 mg/ (kg - d) ). After 14 days of pretreatment, CME models were established in the model
group, the positive control group, the diallyl trisulfide low, middle and high dose groups by injecting 42 pm microembolic
balls into the left ventricle, and the blank control group was injected the same volume of normal saline into the left ventri-
cle.  The changes of cardiac function were detected, the area of myocardial microinfarction was detected by HBFP
staining, the apoptosis of myocardial cells was detected by TUNEL, the content of interleukin-13 (IL-18) and tumor nec-
rosis factor-a ( TNF-a) were detected by ELISA, electrochemical method was used to detect troponin I ( ¢Tnl) and
creatine kinase isoenzyme ( CK-MB) , the mRNA expressions of Toll-like receptor 4 (TLR4) , myeloid differentiation factor
88 (MyD88) and nuclear factor kB p65 ( NF-kB p65) were detected by RT-PCR, Western blot was used to detect the pro-
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tein expression of TLR4, MyD88 and NF-kB p65 in rat myocardium.

Results Diallyl trisulfide can significantly im-

prove the cardiac function of CME rats, significantly reduce the area of myocardial microinfarction and the apoptotic rate of

myocardial cells, effectively inhibit the expression of inflammatory factors IL-1B, TNF-a and myocardial injury indicators

c¢Tnl, CK-MB, and significantly reduce the relative expression of TLR4, MyD88 and NF-kB p65 mRNA and protein.

Conclusion Diallyl trisulfide can inhibit cardiac dysfunction and myocardial injury in CME rats, and its mechanism may

be closely related to TLR4/MyD88/NF-kB signaling pathway.
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Table 1. RT-PCR reaction primer sequence

e/ B ek 2l
B-actin Forward 5'-ACTATCGGCAATGAGCGGTT-3'
Reverse 5'-CAGCTCAGTAACAGTCCGC-3'
TLR4 Forward 5'-AAATGCACTGAGCTTTAGTGGT-3'
Reverse 5'-TGGCACTCATAATGATGGCAC-3'

MyD88 Forward 5'-GACCGTGAGGATATACTGAAGGA-3’
Reverse 5'-GGCCACCTGTAAAGGCTTCTC-3'
NF-kB p65 Forward 5'-ACTGCCGGGATGGCTACTAT-3’

Reverse 5'-TCTGGATTCGCTGGCTAATGG-3'

1.13  Western blot i&#& il KX RO ALZA L TLR4,
MyD88 #1 NF-kB p65 BIE B & ik
BEAKRCNA R EFE T T DHE, AN
ZHR B vk £ 7 42 A, 14000 /min %8 10 min
(4°C), BB L#FHN N EE RIS, KA BCA
AAeNEZame g, REERA A LHFZ
WAATHIE, B m ik B HA BEREES
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LVEDD H] 538/ (P<0.01) , PN FRZH | Kms Z A%
#F &40 LVEF,CO FS fl LVEDD JCHi & 281k (P>
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Table 2. Changes of cardiac function in rats of each group (x+s)

Iyl n LVEF(%) CO(L/min) FS(%) LVEDD(mm)
25 AN IR A 10 80.67+4.28 0.195+0.021 49.78+3.89 5.67+0.28
FRRIZH 10 54.31+4.19" 0.098:+0.008" 31.08+3.27" 7.86+0.37"
X HE 20 10 58.54+4.37 0.101+0.008 34.22+3.64 7.39+0.41
Kos R B 10 57.23+4.63 0.097+0.009 34.56+3.53 7.24%0.35
KsR il 10 68.92+4.56" 0.173+0.025" 46.36+3.44" 5.82£0.26"
K 10 69.18+4.41" 0.176+0.023" 46.92+3.21" 5.74+0.23"

a } P<0.01, 5% FIXTIRAL L4 ;b o P<0.01, SHERIAL b4
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Figure 1. Comparison of myocardial infarct size in rats of each group (n=10)
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Figure 2. Cardiomyocyte apoptosis in rats of each group (n=10)
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Figure 3. The contents of IL-13 and TNF-« in rats of each
group (n=10)
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Figure 4. The levels of ¢Tnl and CK-MB in rats of each
group (n=10)
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Figure 5. mRNA expression level of TLR4, MyD88 and NF-
kB p65 in myocardium of rats (n=10)
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Figure 6. Protein expression level of TLR4, MyD88 and
NF-kB p65 in myocardium of rats (n=10)
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RERE AT AR ST A B CME 1l 5 K BLL 1)
Re Ak, O UAE FE 0 WLAH B8 T, 13 1L-18
TNF-o .¢Tnl Al CK-MB 7K i 3 Fh 5, 28 AN [m) k&
FFRER TP X S8 AR ] B st , R W RFR &R X K
SRR B ik ke 2E B — 5 BRI RO . AWESE
i3 RT-PCR A1 Western blot =4 & ¥ CME K fi,
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