- 1E

B2 el 20194E2 A 48 % 2

F @k EE S E PS3 . MDM2 & TRIM25 #
Rz F0 VSMC KRB

o EE% FHXL 842 X

b

el

# E BH HWESIKRET o - SMA OPN P53 MDM2 1 TRIM25 B & £ 8k Zh MR EEHELE X, Fik
126 A T AD FAREE T E S WKAE 5L 41,12 6] DCD AL iR (9 T+ = S ik /E S X R4 . %o 9% 41 4k il Western blot 325 46 il
o — SMA [OPN P53 MDM2 TRIM25 # p — P53 7£ AD 21 K % B f i 2355 00, F§ RT — PCR AR K AD 41 K % Bl 21 21 21
P53 MDM2 J TRIM -25mRNA 4 &, 458 il Western blot 3% Al RT — PCR 3 4 ] 45 3 i 7% , P53 .MDM2 il TRIM - 25 [y &
H .mRNA &8 76 AD 2141 B 30, % 4L A A I th 22 1) PS3 MDM2 F1 TRIM25 & &4 in ,{HH p - P53 KB T M, e
fLgE W o — SMA BHPEAIMTE AD 21 v i) & & 50 B AL W 35020 1 OPN BH M 4 78 AD 4134 15 , ik — 25 Western blot 46 )
WAESE T X —28 4k, Z5i8  AD EZfkh )z VSMC R ] X 4346 BUE% 4B 1) P53 \MDM2 TRIM25 (%) 3% ik & 3 % , & 75 TRIM25
A g SE a5 R P5S3/MDM2 B3R 1 F 30 VSMC KB 7E 2 5 AD .

kR EIkIZE mEVEN4M  TRIM25 P53 MDM2

hESHES R654.3 SCERERIRED A DOI 10.11969/j. issn. 1673-548X.2019. 02. 008

Expression of P53, MDM2 and TRIM25 and VSMC Phenotype Transformation in the Media of Aortic Dissection. Ren Wei, Wang Zhiwert,
Li Bowen et al. Department of Cardiovascular Surgery, Renmin Hospital of Wuhan University , Hubet 430060, China

Abstract Objective To investigate the expression of « —SMA, OPN, P53, MDM2 and TRIM25 protein in the middle layer of a-
orta in AD. Methods The ascending aorta of 12 patients with type A AD was used as the experimental group, and the ascending aorta of
12 DCD donors served as the control group. The expression of « — SMA, OPN, P53, MDM2, TRIM2S5 and p — P53 were tested by western
blotting and immunohistochemical detection in AD group and control group. P53, MDM2 and TRIM - 25 mRNA were detected in AD
group and control group by RT — PCR. Results By Western blott and RT — PCR examination, we found that P53, MDM2 and TRIM - 25
protein and mRNA in AD was significantly increased in tissue. Immunohistochemical detection also showed that the increase of P53,
MDM?2 and TRIM2S content, but the level of p — P53 was decreased. The results of immunohistochemistry showed that o — SMA positive
cells in the AD group were significantly lower than those in the control group, while the OPN positive cells increased in the AD group,
which was confirmed by further western blot. Conclusion The phenotype of VSMC in AD medial wall was changed to dedifferentiation.
The expression of P53, MDM2 and TRIM25 increased, suggesting that TRIM25 may induce the VSMC phenotype to participate in AD for-
mation by affecting the P53/MDM2 feedback loop.
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