1040 ISSN 1007-3949 Chin J Arterioscler, Vol. 30, No. 12,2022

ARSI ZEETT, R, B Z X ST 0 HOc2 O WLANMI T & Nef2/ARE 5 S B sgm [ J]. - E shkiE b ge i,
2022, 30(12) ; 1040-1044.  DOI; 10.20039/j. cnki. 1007-3949. 2022. 12. 005.

- SLIEWR - [CEZHE]  1007-3949(2022)30-12-1040-05

Fh iz 25560 55 B 5 5409 HOc2 WOV ILAN NIRRT e
Nif2/ ARE {575 W % 1% 55 M)

FEF KO’
(THAHHABRKRFE—WBER 1. 6K FI,2. o AH, Th 44T 471000)

[ E] [HH] #HitEkZE(NAR) &3 (HG) #HFH KA MMM (HIQR) AT AZEF E2 AKX B -F 2
(Nf2)/HEBAFE A (ARE) 5 Tl s e Fvi, [FiE] FEHG HOQ @fe s A Ra( EFHEE) HC A
(35.5 mmol/L % #4%) HG+NAR 1& . F &R B éﬂ(35 5 mmol/L % ##5+6.25.12.5.25.0 pmol/L NAR) , JAvEw
kA HO2 40 B3 sH & M A X I KA M e IR o — A AR b E = LB e RIRAT R &k s B N
M E (ROS) 7K-F ; Western blot A& Nrf2  f241 % Ao &84 1 ( HO-1) Bax . Caspase-3.Bcl-2 & & KA KF, [HR]
2 HG 42269 H92 m i3 78 &t Nif2 \HO-1.Bcl-2 & & & A K-F B F A%, 0 f 08 o= & ROS 7K -F  Bax, Caspase-3
O REARFREFEGH(P<0.05), £ HG 5 NAR £ F 432 HO2 Mit s NAR K P . & /K B 20 HOc2 4m 3% 34 &
M Nrf2 \HO-1.Bcl-2 & & kA K-F R Z &, 20108 = & _ROS /K -F ., Bax, Caspase-3 & & £k K-F B F B (P<
0.05), [£5i8] NAR T HG #5549 H9c2 @ fe A = , AAE A ALH T A 5307 Nif2/ARE 2 5@ % E A X,
[E4iR] AkE; &4, HOR mie; @i/, Ni2/AREfZ5@%

[FEHES] R4 [ XERFRIZFE] A

Effects of naringenin on apoptosis and Nrf2/ARE signaling pathway of H9¢2 cardio-

myocytes induced by high glucose

LI Junfang', LAT Lihong®

(1. Department of Clinical Pharmacy, 2. Department of Cardiology, the First Affiliated Hospital of Henan University of Sci-
ence and Technology, Luoyang, Henan 471000, China)

[ ABSTRACT] Aim To investigate the effects of naringenin (NAR) on high glucose (HG) -induced rat cardiomyo-
cytes (H9¢2) apoptosis and nuclear factor erythroid 2-related factor 2 ( Nrf2) /antioxidant response element (ARE) signa-
ling pathway. Methods The cultured H9c2 cells were divided into control group ( normal glucose content), HG
group (35.5 mmol/L glucose) and HG+NAR low, medium, high concentration groups (35.5 mmol/L glucose+6. 25,
12.5, 25.0 pmol/L NAR). The proliferation activity of H9¢2 cells was detected by methyl thiazolyl tetrazolium method
Cell apoptosis was detected by flow cytometry; The level of reactive oxygen species (ROS) in cells was detected by fluores-
cent probe staining with dichloro-dihydro-fluorescein diacetate; The expression levels of Nrf2, heme oxygenase-1 (HO-1) ,
Bax, Caspase-3 and Bcl-2 proteins were detected by Western blot. Results The proliferation activity, the expression
levels of Nif2, HO-1 and Bcl-2 proteins in H9¢2 cells treated with HG decreased significantly, while the apoptosis rate,
ROS level, Bax and Caspase-3 proteins expression levels increased significantly (P<0.05).  After the H9¢2 cells were
treated with HG and NAR, the proliferation activity and the expression levels of Nrf2, HO-1 and Bel-2 proteins in H9¢2
cells increased significantly in the NAR low, medium and high concentration groups, while the apoptosis rate, ROS level,
Bax and Caspase-3 proteins expression levels decreased significantly ( P<0.05). Conclusion NAR can inhibit H9¢2
cell apoptosis induced by HG, and its mechanism may be closely related to activation of Nrf2/ARE signaling pathway.
[KEY WORDS ] naringenin; high glucose; H9c2 cell; apoptosis; Nrf2/ARE signaling pathway
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Figure 1. The effect of NAR on H9¢2 cell apoptosis induced by HG
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Figure 2. The effect of NAR on the expressions of Nrf2 and
HO-1 proteins in H9¢c2 cells induced by HG
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