- e

B2 20184E6 4 E478H 6

PLP2 HELALEMPHISRIEZTH

#

Ty
W
e

% s

0 OF OBM ARG PLP2 B (e O DU D NELSUR D A AT RS . AR RS B2 2L AR A
SN B WU AE 5 -0 T F B S5 DB L 3R (1S0) Fe S 2 JRLEE S/ B M WA 5 0 3 60 9 B4 4L R aortic ban-
ding, AT ) A 37 /I BLL LI BERY . 6 I 6 V(PR S0 LA I IR K BT 6 2 4G B T (TGR) B R L 2 6 40
o T RT - PCR KL L34 46 0o E 7 0O o PLP2 56 KV 9 0% . 458 PLP2 45 /0 BLD WLBESE (miocardial infarction,
MI) AT 2 8 33K 0] AR5 (P <0.05) o7E 1S0 5 0 2 Pb E BUS I 2 J6 235 85 (P < 0.05) o2 AB AR 1 A 235 97 1 48 5
(P <0.05) f€ AB AF 2 FISEI 6 (P <0.05) 3545 AB AJR 8 il (P <0.05) . PLP2 & P ¥ S 19,0 W41 ML I JC BOR o 3%
B 2 TGFB MO ST 4 0o 205 0 S0 690 PLP H0 e A e A% T 1. T o % 2 0 s, L 52 B3 5
fle BR FLRT 2 D ME TR RO 2

XA EAIRREN2 CIE SEHELRE WEDREILR O

hE45EKS  R3I8 XEkARIRES A DOI 10.11969/j. issn. 1673-548X.2018.06. 008

Expression Alteration of PLP2 in the Process of Cardiac Remodeling. Wu Qingqing, Tang Qizhu. Department of Cardiology, Renmin Hos-
pital of Wuhan University ; Cardiovascular Research Institute, Wuhan University ; Hubei Key Laboratory of Cardiology, Hubei 430060, China

Abstract Objective To investigate the expression of PLP2 protein in the process of cardiac remodeling. Methods Mice were
subjected to left anterior descending coronary artery ligation to induce cardiac remodeling model. Mice were subjected to isoproterenol
(ISO) subcutaneous injection for 2 weeks to establish acute cardiac injury model. Mice were subjected to aortic banding ( AB) surgery to
establish a myocardial hypertrophy model. Cardiac myocytes hypertrophy model was induced by phenylephrine ( PE) stimulation. Trans-
forming growth factor (TGF) beta was used to stimulate cardiac fibroblasts. The PLP2 transcription level was detected by RT — PCR. Re-
sults PLP2 expression was significantly increased in 2 weeks after myocardial infarction (P <0.05), as well as in acute cardiac injury
induced by ISO injection (P <0.05). After 1 week of AB surgery, the PLP2 expression began to increase (P <0.05), peaked at 2
weeks post AB (P <0.05), preserved to 8 weeks after AB (P <0.05). The expression of PLP2 in PE stimulated cardiomyocytes was in-
creased as well as TGFB stimulated fibroblast. Conclusion The expression of PLP2 were dynamically changed significantly in different

cardiac remodeling model, suggesting that it may be involved in the occurrence and development of cardiac remodeling.
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