- 418 - I PR AR 2025 4F 5 45 42 %45 5 8 J Clin Intern Med, May 2025, Vol. 42, No. 5

[ DOIT10.3969/]. issn. 1001-9057. 2025. 05. 017 . ||ﬁ3 };‘E%mﬂ 6}1:% .

http ://www. lenkzz. com/CN/10.3969/]. issn. 1001-9057.2025.05.017

I RNASLC8A1 00515 S0 WL 3L J5
Uy LA 44k 1 A A N%F I 4 ok 2% 11 A
AL E K-8, RIBAVEZ W

BREL IR IRBLIY
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BLoT R xr R RETRIZH  Cire SLC8AL_005 it ikl HARFIAM , HAK 15 B, FRXTIRA S, Hofh =
LRI 20 O WUATFE (AMD) #5578 RAMGEE SLCSAL_005 1o ik AR 351k 525 [ by 155 e B
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Circular RNA SLC8A1_005 induces myocardial fibrosis after myocardial infarction and its affects
on the expression of angiotensin Il and transforming growth factor-p, Zhong Min" ,Guo Yan-
fei,GuoYuejie. ™ Department of Cardiovascular Medicine, The first people’ s Hospital of Chenzhou City,
Chenzhou 423000 , China

[ Abstract] Objective To investigate the occurrence of myocardial fibrosis induced by circular
RNA( Circ) SLC8A1 _005 after myocardial infarction, and the effect on angiotensin ( Ang) II and
transforming growth factor (TGF ) -B, expressions. Methods A total of 60 healthy male SD rats aged 8
weeks were selected and randomly divided into four groups:control group,model group, Circ SLC8A1_005
over-expression and low-expression group, 15 rats in each group. Acute myocardial infarction ( AMI)
models were replicated except for control group. Circ SLC8A1_005 over-expression, low-expression, and
blank plasmid transfection adenovirus were constructed and injected into the tail vein of mice. HE staining
was used to observe morphological changes of myocardial cells. Masson staining was used to calculate
collagen fiberscontent in myocardial tissues. Real-time fluorescence quantitative PCR was used to detect
mRNA expression levels of type I collagen( Col 1) and type III collagen( Col Ill) in myocardial tissues.
Western blot was used to detect protein expression levels of Ang Il and TGF-B,. Results Compared with
control group, model group showed disordered morphology of myocardial cells, significantly enlarged and
deeply stained nuclei, and dissolution and fibrosis of muscle fibers at the edges. Compared with model
group, over-expression group had more severe fibrosis, while low-expression group had significantly
reduced fibrosis. Expression levels of collagen fibers,Col I and Col [l mRNA,Ang Il and TGF-B, protein
in myocardial tissues of rats in the control group,low-expression group, model group and overexpression
group increased successively. Expression levels of Circ SLC8A1 _005 increased successively in low-
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expression group, control group, model group and over-expression group (P <0.05). Conclusion Circ
SLC8A1_005 may be involved in and positively induce the occurrence of myocardial fibrosis after

myocardial infarction, and promote the expression of Ang Il and TGF - B,.
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Circ SLC8A1_005 S LZHZY T BUBE R (Col 1) AT
AU (Col M) mRNA 3K K, Trizol 3 71 £ B 41
LEL RNA | 2% 5538057 &6 8 cDNA, 48 PCR {7
& U B A R B AR R A4S 10 £ PCR 22 vl
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(4) DWLZHZ Ang 1L FI TGF-B, 2K /KA . 2%
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