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[ ABSTRACT] Aim To investigate the effect of losartan on neointimal proliferation and expression of nuclear factor KB( NF-
KB) . Methods Japanese White rabbits underwent abdominal aorta balloon de-endothelialization and then were treated with a

Immediately after balloon
angioplasty, the rabbits of the losartan group was orally administered with losartan [ 10 mg/ (kg*d) |, while the rabbits of the con-

1.5% cholesterol diet for 8 weeks.  Then balloon angioplasty was performed on the injured arteries.

trol group were given normal saline. ~ Animals were killed four weeks after angioplasty, and excised artery segments were prepared
for histomorphological observation and & smooth muscle actin, macrophage, NF-XB and intracellular adhesive molecule-1 ( ICAM-
1) were ivestigated by immunohistochemistry analysis. Results Losartan treatment significantly nhibited neointimal prolif-
eration.  Compared with the control group, the intimal thickness (IT), intimal area (IA), the ratio of IT/MT and IA/MA of the
losartan group were significantly reduced (P < 0.01).  Also, macrophages and smooth muscle cells (SMC) in the neointima
were significantly diminished ( P< 0.01 and P< 0.05) and the expression of NF-KB and ICAM- 1 were respectively decreased in
the losartan group (P< 0.01 and P< 0.05) .

neointimal proliferation after balloon angioplasty, possibly through inhibiting angiotensin (&) and NF-KB, thus inhibits inflammatory

Conclusions These findings suggest that losartan could significantly relieve

reaction, migration and proliferation of SMC as well as formation of neointima which contributes to restenosis after balloon angio-

plasty.
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Table 1. The effects of losartan on neointimal proliferation after
balloon angioplasty in rabbits (x £s, n= 8)

W EHA Xt L R

PIIEJEE (mm) 0.37£0.07 1.35%0.35* 0.42%0.08"
P B R B/ v i SR
PRI A (mm?)

PO I A/ v I A

0.2810.11 0.67%0.15* 0.45%0. 10
2.62%0.53 5.30%1.71° 3.18%0.83"

0.3510.07 0.77%0.14* 0.54F0. 11"

a: P< 0.01, HIEFHME: b: P< 0.01, SXIRALE.
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Table 2. The effects of losartan on expression of NF KB.ICAM
1 and count of SMC and macrophages in the vascular walls (;
*s5, n=8)

i tr o B ZH KA

%5 F KB 24.06% £3.09%  19.50% *2.73%"
44t () K B 231 1 21.43% £3.91%  17.71% *3.59%*
P UL 20.19% *4.11%  15.93% *3.15%*
I W 4 55.20% 19.28%  42.79% %6.65%"

a: P< 0.05, b: P< 0.01, 5% A LLE .
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Figure 1. Effect of Losartan on NF KB after balloon angioplasty
in rabbits ( x 100)

A: control group; B: Losartan group.
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Figure 2. Effect of Losartan on ICAMVF 1 after balloon angioplas-
ty in rabbits ( x 200)

A: control group; B: Losartan group.
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Figure 3. Effect of Losartan on macrophages after balloon am

gioplasty in rabbits ( x 100)

A: control group; B: Losartan group.
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