PURBERIR 24 20244F 58478 A2l
130 Journal of Southwest Medical University Vol.47 No.2 2024

% %

#1455 BEE KRR B A 2T 248 2 AR SR IR S R A
EHRAFERDH

BAER WA X.F OW,F A
VHREE R R S TR ST T, PR B A PR A S B e o =, e i AR TP | [ B B A e =
VU A A B IEE R SRR LA (N 646000)

(# Z] BE SRCIERAFAEBEDRE, Bl SR =R S HER UM NS ARR 22 R B, M 7CF BRI
CUSEE RTRERIGI THE S, iR OB MGETAE R AR R O R T 4 A 45 B HY A NAMAR , HHR R 1 Tt T Sarie AR ek (high per—
formance liquid chromatography, HPLC) FIi& AR 4 1% SR BEF71% 25 (liquid chromatography coupled to tandem mass spectrometry , LC—MS/MS) 43
BT, UeiE R RIBER E 0T (1 DAVID B0 0] 22 538 6 AR E T AR AR ATR (Gene Ontology , GO) R AR LA S AL H 5 L4 15
(kyoto encyclopedia of genes and genomes, KEGG) W& S5 M. FEot—5# H STRING F3E 4 A1 Cytoscape T E A B E E N
(protein—protein interaction, PPD 34T, DATEHIDCHEILN . 888 (o R A 2 DM E Rl &, B RisRR s aa 1714,
THFREREDA 1241 GO TR FIRZRIA LN E L0 NG ZR - S0 E SIBER A TS H SN , it PR P R A 2SR T A
ik KEGG A HT4EREEN] RRZRR AR EE e Bt Hippo 5 518K , ifn N AZRIA AN 208 N Al NESTSZ AR EE] . 181 PRI T
1FHHA 6 DRI (Lamel \Agrn Jtih3 Tfre Bgn M AipSpd) NI, A3 1 DNREEEN (Rp17a) L. S8 W EAAFRIEME B2 0575, ik
B TR R R A A AR I B AT A AR S MM 22 578 1, MBS S B RO SEAE A, 4 LS AR eIy TR Ak I ERRE R

(SRR ] B AT A s & MIAA s SR B PTZH

[FESZES] R394 XERER A DOI:10.3969/j.issn.2096—3351.2024.02.007

Differential proteomic analysis of cardiac fibroblast—derived exosomes
in neonatal and adult rats

GAO Xiaoping ,NI Xiao,ZHOU Wen LI Chang ,LI Guang
Key Laboratory of Medical Electrophysiology of Minisiry of Education ,Medical Electrophysiological Key Laboratory of Sichuan Province ,
Collaborative Innovation Center for Prevention of Cardiovascular Disease , Institute of Cardiovascular Research ,Southwest Medical

University , Luzhou 646000, China

[Abstract] Objective This study investigated the regenerative repair function of the juvenile heart by analyzing differential pro-
teins found in cardiac fibroblast—derived exosomes in neonatal rats and adult rats. The aim of this research was to identify possible thera-
peutic targets at the molecular level following myocardial damage. Methods We isolated exosomes from neonatal and adult rat cardiac
fibroblasts and extracted proteins for analysis using HPLC and LC-MS/MS. We identified differentially expressed proteins and further
analyzed their gene ontology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathways using the DAVID database. To
identify key genes,we conducted a protein interaction network (PPI) analysis using the STRING database and Cytoscape software. Re-
sults In neonatal rats, a total of 241 differentially expressed proteins were identified, with 117 up-regulated and 124 down-regulated.
The GO analysis showed that the up—regulated genes were mostly involved in integrin—mediated signalling pathways and responses to
hypoxia. On the other hand, the down-regulated genes were involved in negative regulation of endopeptidase activity. The KEGG analy-
sis indicated that the up-regulated genes were mainly enriched in the Hippo signaling pathway , while the down—regulated genes were
primarily involved in ECM-receptor interaction. PPI analysis revealed that one key gene (Rpl7a) was up-regulated, while six key
genes (Lamel , Agrn, Itih3, Tfrc, Bgn and AtpSpd) were down-regulated. Conclusions In this study, proteomics and bioinformatics
techniques were employed to identify differential proteins in exosomes derived from cardiac fibroblasts of neonatal and adult rats. The
study also investigated the associated signaling pathways and key genes, which could serve as potential targets for precise treatment of
myocardial damage.
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Figure 4 PPI network (A) and the significant module (B,C,D)
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