- 566 - OB db B 2024 4F 6 A5 45 255 6 W] Adv Cardiovasc Dis , June 2024 ,Vol. 45, No. 6

L] -‘L@% L]

BEICHEE H92 L ALARREBE & i

¥ iR EREA
(RXKFARERS o8 AA Rt 5482 2mH s T8 585, #Hk XX 430060)

[FEE] BH Kt fe s HOc2 < udm fose 8 A B BB 9 Hm BAE A ALH . Ak M HIC2 & L le b A/ 5 A
AW HO2 iR A F R+ A F R+ A RFA RAFLA+ BN A REAFLA + FhAFH, ZHRALEIRGHBE
B A AR % At BACEE (33 B AL BACEE 2 5 RE B AL B 13 B AL S8R ) 69 mRNA K 5 3K 7 &40 0 A2 AL 4 B AL B 3 L
WG A7 &M A BV BB R & & B-3 (caspase-3 ) KT 5 2,98 20 224K 5 42 &40 M) da B B AL B BOK T RAZ K Sk A AR T R R 4
) 4@ AL B 1=K -F s Western blot ¥l Ag X KR A ME KRN FLAR 2 AXE T 2(Nef2) (ot X wBH 1 (HO-1) Rk AP, £R FA+
BRI F A+ TR S B AR &Y BRI 40 I8 T 48 AR A N2 (HO-1 & & F A i, RAHF £ F(P>0.05) ;5%
B +EMERE, AR FLRA +ERNASIURMGARE Y EER BB caspase3 LA WA T EREI &, 0L K AIED
mRNA #4224 AL B & Nif2 (HO-1 & & & & BHAK(P <0.05) ; 54 A B A 4 + A A bsk, S BB LA + F AT 400 AR5
AR EM EPLA R B caspase-3 VAR 0L T RO BT M, A R A AALEE 69 mRNA AR BAL M B ALEE R Nif2 (HO-1 & & & A A 2+
Z(P<0.05), it HAF TARZ A [ LA HIc2 & Wlsm i) B AL R R 1 A aa B8 ==, T g2 38 i Nif2/HO-1 18 9% & 4%
YR

[XEBRA) FAT ;R FLR; R mie A =

[ DOT]10. 16806/]. cnki. issn. 1004-3934. 2024. 06. 020

Engeletin Alleviates Hypoxia Reoxygenation Injury in H9¢2 Cells
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[ Abstract] Objective To investigate the effect and mechanism of engeletin on hypoxia reoxygenation injury in H9¢2 cells. Methods

A hypoxia reoxygenation model of H9¢2 cells was constructed ,and H9¢2 cells were randomly divided into normoxia + vehicle group,normoxia +
engeletin group , hypoxia reoxygenation + vehicle group,and hypoxia reoxygenation + engeletin group. Real-time quantitative polymerase chain
reaction detection of mRNA levels of related antioxidant enzymes ( peroxidase 2, glutathione peroxidase 1, catalase). The kit detects levels of
superoxide dismutase , myocardial injury markers, malondialdehyde, and caspase-3. Immunohistochemical staining was used to detect cellular
oxidative stress levels. TdT-mediated dUTP-biotin nick end labeling assay staining was used to detect the level of cell apoptosis. Western blot
was used to detect the expression levels of red blood cell nuclear factor 2 related factor 2 (Nrf2) and heme oxygenase 1 ( HO-1) related
proteins. Results There was no statistically significant difference in myocardial injury markers, oxidative stress, cell apoptosis,and Nrf2 ,HO-
1 protein expression between the normoxia + vehicle group and the normoxia + engeletin group (P >0.05). Compared with the normoxia +
vehicle group,the hypoxia reoxygenation + vehicle group showed a significant increase in myocardial injury markers,reactive oxygen species,
malondialdehyde, cell apoptosis rate ,and caspase-3 levels, while the mRNA levels of related antioxidant enzymes, superoxide dismutase levels,
and Nrf2 ,HO-1 protein expression decreased significantly( P <0.05). Compared with the hypoxia reoxygenation + vehicle group,the hypoxia
reoxygenation + engeletin group showed a significant decrease in myocardial injury markers, reactive oxygen species, malondialdehyde, cell
apoptosis rate ,and caspase-3 levels. The mRNA levels of related antioxidant enzymes, superoxide dismutase levels, and Nrf2, HO-1 protein
expression were significantly increased (P <0.05). Conclusion Engeletin can alleviate oxidative stress damage and apoptosis in H9¢2 cells
subjected to hypoxia reoxygenation, possibly through the Nrf2/HO-1 pathway.
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The Relationship Between Juvenile Idiopathic Arthritis and
Various Components of Metabolic Syndrome

JIA Lang'? ,ZHANG Wei’ ,XUE Yan’,CHEN Yajun’, WANG Han® ,XIE Jiang'*

(1. Department of Pediatrics ,School of Clinical Medicine , Southwest Medical University , Luzhou 646000 , Sichuan , China ;
2. The Third People’ s Hospital of Chengdu, Chengdu 610031, Sichuan, China; 3. Pediatric Immunology and
Rheumatology Department ,Chengdu Women’ s and Children’ s Central Hospital ,Chengdu 611731 ,Sichuan , China)

[ Abstract] Objective To analyze the prevalence of various components of metabolic syndrome ( MetS) [ waist circumference , blood
pressure , high-density lipoprotein cholesterol( HDL-C) , triglycerides( TG ) , fasting blood glucose] in patients with juvenile idiopathic arthritis
(JIA) ,and to explore whether JIA is associated with the risk of metabolic abnormality and its related factors. Methods There were 140
patients with JTIA in The Affiliated Hospital of Southwest Medical University, The Third People’ s Hospital of Chengdu, and The Chengdu
Women’ s and Children’ s Center Hospital from January 2020 to December 2022. 140 children who underwent physical examination from the
child health clinic were selected as the control group. The prevalence of components of MetS in the study group and control group were
compared , and the possible factors of metabolic abnormalities in patients with JIA were explored. Results There were statistical differences in
HDL-C and TG between the two groups ( P <0.05) ,and no statistical differences in body mass index, waist circumference, blood pressure,
and fasting blood glucose (P >0.05). Compared with the control group,the detection rate of two abnormalities of MetS was higher in patients
with JTA (P =0.004). There were no statistical differences in the detection rate of three or more abnormalities of MetS between groups( P >
0.05). The patients with JIA had significant reductions in albumin and hemoglobin and significant increases in aspertate transaminase and
creatinine( P <0.05) ,while there were no statistical differences in alanine transaminase ,urea and uric acid between groups( P >0.05). The
level of disease activity (DAS28) was positively correlated with fasting blood glucose (r=0.240,P =0.004) ,and negatively correlated with
HDL-C (r= -0.402,P <0.001) ,whereas no relationship with body mass index,waist circumference , blood pressure,and TG (P >0.05).
In multivariate logistic regression analysis, the level of DAS28 and disease duration were found to be independent risk factors for MetS (P <

0.05). Conclusion JIA was not significantly associated with MetS, but the level of DAS28 was associated with an increased risk of MetS,
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suggesting that inflammatory activity in patients with JIA may play an important role in MetS.

[ Keywords] Juvenile idiopathic arthritis ; Metabolic syndrome ; Cardiovascular risk
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