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[ Abstract] Objective To explore the effect of zingerone (ZGR) on the myocardium of rats after acute myocardial
infarction.Methods The experiment was conducted at the Institute of Cardiovascular Disease, People's Hospital, Wuhan U-
niversity from July to September 2022. Thirty male SPF grade SD rats were randomly divided into Sham group, M1 group,
and MI +ZGR group using a number table method, with 10 rats in each group. The MI + ZGR group and M1 group were
treated with ZGR (6 mg - kg™' - d”') and an equal amount of physiological saline by gavage for 21 days, respectively. On
the 14th day of drug treatment, the left anterior descending branch of the coronary artery was ligated. Cardiac ultrasound ex-
amination was performed 7 days after surgery. Open the chest and take the heart for HE staining to observe the pathological
changes of the heart. Enzyme linked immunosorbent assay (ELISA) for detecting serum interleukin-6 (IL-6) and tumor necro-
sis factor- a( TNF-a), and the levels of superoxide dismutase (SOD) and malondialdehyde (MDA) in myocardium. Protein
immunoblotting technology was used for detecting nuclear transcription factor erythroid 2 related factor (Nrf2), heme oxy gen-
ase-1 (HO-1), and nuclear factor k B(NF- k B) expression level in cardiac tissue.Results Cardiac ultrasound examination

showed that compared with the M1 group, the LVEDd and LVEDs of the M1+ ZGR group rats significantly decreased (F/P
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=4521/<0.001,95.45/<0.001), while LVEF and LVFS increased (F/P =61.13/<0.001,83.90/<0.001). ELISA detection
showed that compared with the M1 group, the serum IL-6 and TNF-a levels in the M1 + ZGR group of rats were significant-
ly higher Significantly reduced (F/P=237.40/<0.001,532.70/<0.001), myocardial tissue SOD significantly increased (F/P =
516.50/<0.001), and MDA significantly decreased (F/P=105.90/<0.001). HE slices showed that ZGR treatment can signifi-

cantly reduce the infiltration of inflammatory cells and improve the degree of cell swelling in M1 rats. Protein immunoblotting

technology showed that compared with the M1 group, the MI + ZGR group significantly increased the expression levels of

Nrf2 and HO-1 proteins in the myocardial tissue of rats (P <0.01), and NF- kB protein level significantly decreased (P <O0.

01).Conclusion ZGR treatment can protect cardiac function by improving inflammation and oxidative stress levels after M 1.
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Tab.1 Comparison of echocardiographic indicators in rats of each group

A5l n LVEF(% ) LVFS(% ) LVEDD( mm) LVESD(mm)
Sham 2 10 87.78 £8.52 51.73 +4.20 7.33+£0.25 3.53+0.21
MI 21 10 40.57 £3.14* 18.03 +2.22° 9.27 £0.31*° 7.60 +£0.46"
MI +ZGR 4 10 56.57 £1.57" 28.22 +3.08" 8.40 +0.17" 6.03 £0.38°
F/P1H 61.13/<0.001 83.90/ <0.001 45.21/ <0.001 95.45/ <0.001

.5 Sham 4 LE,*P <0.01 ;5 MI 41 H0#,"P <0.05,°P <0.01,

Bl 1 ZGR X AMI KR I VR BASLAS20E (HE B4, x200)

Fig. 1 Effect of ZGR on the pathological changes of myocardial tissue in MI rats ( HE staining, x 200)

K2 FHKFUMLT IL-6 TNF-a KO ILZHEZ SOD MDA ik 8

(xxs)

Tab.2 Serum IL-6 and TNF-a of rats in each group-a comparison of SOD and MDA expression in myocardial tissue

21 n IL-6 (ng/L) TNF-a( ng/L) SOD( U/mg) MDA ( nmol/mg)
Sham 1 10 106.01 £3.97 32.67 £2.28 193.29 +5.27 4.04 +£0.21
MI 2H 10 212.21 £7.97* 113.97 +4.42° 85.46 +1.31* 7.49 +0.32°
MI + ZGR 4 10 154.40 +5.28" 62.73 +1.96" 125.18 =4.72" 5.75 £0.33"
F/P 1Y 237.40/ <0.001 532.70/ <0.001 516.50/ <0.001 105.90/ <0.001

.5 Sham 4 ILE,*P <0.01 ;5 MI 41 1b#:,"P <0.01,
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Fig.2 Comparison of Nrf2, HO-1, NF-«kB protein expression levels in myocardial tissue in each group of rats
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