J Med Res,Oct 2018 ,Vol. 47 No. 10

HO -1 BBEXRMENPRIKER G RN EE £

BmE EA

=

wikk #RE E OB

M OE BN M RMER - 1(HO - 1) RE U K Maish ek e O /5 iy B SE A= ik 20 FUMEME SD R LB
BLSP S IE I 1 5 22 B AR OK A R E AR A5 OF 6 A B L R A, BRAEAR M3 0 15 5 S A M 20 3 AL IR BE AR A I 6 B RO A . A Sr
R BB 8y Jk R 2 P A A L, 14 SR IAS 21 OR BROR B Jik o 3100 2 B 2 08 3 T 5 4% 2H DR SRS Sl K A4 1A T AR S o B TE AR 9 LE (B
(i/m), Western blot {46 I 4 21 JC BB 3 )k A HO -1 NF - kB IL - 1B IL -6 [INF - o W3RN . SR BREEMOGEB I 2
753 R MBIk i/ m (ER) RGN (P <0.01) o BREE S0 H: 1 5 S0 10 20 3 4L BBl k 1/ m {5 B 240 T 3R 48 03 40 9 1 00 A 2L Kk 4
(P <0.01) o ERBES 5 15 55 BE SN AL A9 B8l ik i/m (BB 0 3 SR A0 0 JF S 2R BRER K21 (P <0.01) o BRBEH 15 JF T8 4 4=
WAL RS Ik ) NF — B IL — 18 IL - 6 'TNF — o B3R 35 W] KL i T 0E % JF 12 55 A= PR K 2 o BRAER 05 0F 1 o R A il 21 K 4
NF - B IL - 18 ,IL = 6 \TNF — o {92 3% B A T BR A5 0 JF 2 5 2R SR K41 (P <0.05) o BREEAG 5 JF 2 50 B Uik 21 NF - B |
IL - 1B IL -6 TNF — o 1 3RGE B I 5 T EREEFL 05 0F TR 5 A= B K (P <0.01) o #5i8  IRZER M5 AR 455 5 K B8 ik iy 46 1k %
IS B AR A HO — 1 REAS % BR300 ok Bk 22 3 40 0 1) 1A TR A

REER MALENAME -1 BRBEHD R ABIEA

FESES  R364 XHRFRIRAES A DOI 10.11969/j. issn. 1673-548X.2018. 10. 025

Heme Oxygenase —1 can Inhibit the Intima Hyperplasia in Rat Carotid Arteries after Balloon Injury. Yang Genhuan, Yao Rongyan,
Wang Yan, et al. Department of Vascular Surgery, Beijing Tian Tan Hospital, Capital Medical University, Beijing 100050, China
Abstract

Objective To investigate the effect of heme oxygenase —1 (HO - 1) on intima hyperplasia in rat carotid arteries after

balloon injury. Methods Twenty male sprague — dawley rats were randomized into groups of normal with saline injected, balloon injured
with saline injected, balloon injured with hemin injected, and balloon injured with Zincprotoporphyrin injected. An established balloon —
induced carotid artery injury was performed. And carotid arteries were harvested from the four groups 14 days later. The ratio of intima to
media (i/m) and expression of NF — kB, IL =18, IL -6 and TNF — o were measured. Results The hemin or Zincprotoporphyrin could
induce or inhibit the expression of HO — 1 in rat carotid arteries. The balloon injury could significantly induced the increasing of i/m and
the expression of NF — kB, IL - 18, IL -6 and TNF — «. Hemin could minimize this effect caused by balloon injury, while Zincprotopor-
phyrin could aggravate this effect. Conclusion HO -1 could inhibit the intima hyperplasia in rat carotid arteries after balloon injury
through alleviatting the inflammation.
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