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(=] HMY  WEGE S ALYy 5 Y906 32 -y ( peroxisome proliferator activated receptors-y, PPAR-y ) 7£ 54 % 5))
BKSCHE ARG M R PR itk 8 12 JUNRE R M IE R IRAL (n =4) M AT AR (n =8) , 0 AT ARLLR
FAE BN kS AN S SRR, 73 D SO (n = 4) T A S B (ROSD 4 (n =4) o ARJ5 3 A H W RO 0 18 1
i (digital subtraction angiography, DSA) £ AR k¢ HE Qe PEAL AT 25784k , W FH S e 2 24 25 05 T Kl p-Ake )z NF-kB
(3R AL , BH] Western blot 77 Kl S AR B Il B PPAR-y Akt p-Akt & NF-kB #5281k, g5 OBk DSA
A HE e (8558 % USSR M DA 8 ROSTABI R (P <0.01) o Qe AU A e (A5 R R AR T80 bk ML 48 p-Ake
I NF-kB 235 B0 IE %) B W1 2348 i (P < 0. 01) , ROST 4 il Bk il 4 p-Ake F1 NF-kB 3k 5 B B AR (P <
0.01) . @Western blot K25 /R : SCHUL PPAR-y 2 11335 /K TR IE H %) B2 B W B AIR (P < 0. 01) , NF-kB il p-Akt
HEHEFRBKCFBOE T IR W B3 (P <0.05) ;ROSI 4] PPAR-y # H R KK SR W R (P <0.01) ,NF-«B Al
p-Akt 2 R IAKF SR B AR (P <0.01) 5 Akt 7EIE X IRAL SCARZH A0 ROST A P B bk i 22 e R SE 19
M(P>0.05), &5  PPAR-y A ERil AL 895 PI3K/ Akt J NF-kB [ IR, T BICGE SRR AR S 1L F A
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PPAR-vy regulates vascular remodeling after pig carotid artery stent implantation

through PI3K/Akt and NF-kB pathway

Zheng Bo, Yang Yuanrui, Zhou Zhenhua, Wu Hongchen, Liu Qu, Chen Kangning ( Department of Neurology, Southwest
Hospital, Third Military Medical University, Chongqing, 400038, China)

[ Abstract | Objective To determine the role of peroxisome proliferator activated receptors-y (PPAR-y)
in swine vascular remodeling after carotid artery stent implantation. Methods  Totally 12 miniature pigs were
randomly divided into normal control group (n =4) and intervention group (n =8). The animals of intervention
group were adopted to establish the animal model of carotid artery stenting, and then randomly divided into stent
subgroup (n =4) and rosiglitazone treatment ( ROSI) subgroup (n =4). In 3 months after surgery, digital
subtraction angiography (DSA) and HE staining was used to assess vascular morphology, immunohistochemical
staining was applied to detect the expression of P-akt and NF-kB, and Western blotting was employed to detect
the expression of PPAR-y, Akt, p-Akt and NF-kB. Results DSA and HE staining demonstrated that vascular
stenosis was more severe in the stent subgroup than the ROSI group (P <0.01). Immunohistochemical staining
showed that the expression of p-Akt and NF-kB were significantly increased in the carotid artery stent groups
than normal control group (P <0.01), and that in ROSI subgroup was significantly lower than in the stent
subgroup (P <0.01). Western blot analysis showed that the protein expression level of PPAR-y was significantly
lower (P <0.01), and those of NF-kB and p-Akt were obviously higher in the stent subgroup than the normal
control group (P <0.05), while that of PPAR-y was significantly enhanced (P <0.01), and those of NF-kB
and p-Akt were markedly reduced in the ROSI subgroup than in the stent subgroup (P <0.01). However,
there was no significant difference in the protein expression of Akt in normal control group, stent subgroup and

ROSI subgroup (P >0.05). Conclusion = PPAR-y might mediate the expression of PI3K/Akt and NF-«B,
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and then improve the vascular remodeling after stent implantation.
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