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[ ABSTRACT ] Aim To discuss the relationship between the changes of endothelial cell function and pathogenesis of
arteriosclerosis obliterans ( ASO). Methods ASO models were constructed with the method of high-fat diet plus inti-
mal injury, at 4, 8 and 12 weeks after operation, the limb blood perfusion was observed using laser doppler flowmetre, the
arterial morphology was observed using light microscopy and transmission electron microscopy, using percoll density gradi-
ent centrifugation method to determine the number of circulating endothelial cells (CECs), serum tumor necrosis factor-o
(TNF-a) , interleukin-1 (IL-1), endothelin-1 (ET-1) and nitric oxide (NO) levels were detected using enzyme linked
immunosorbent assay (ELISA) double antibody sandwich assay. Results Rat models of ASO were established suc-
cessfully, the left limb blood perfusion was significantly decreased after operation, the serum TNF-o, 1L-1, ET-1 levels
were significantly higher, and the level of NO was significantly less than normal control after operation, and there was sig-
nificant difference (P <0.01 ). Conclusions The injury of endothelial cells and its secretory function is the impor-
tant pathological process of ASO, and protecting vascular endothelial cells, improving endothelial cell secretion function,

should be important therapeutic principles in early ASO.
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F1. SEXBRBEEMTEEER(x+s5,n=10)

Table 1. The limb blood perfusion of rats in each group

MR MANMKEE MR OGRS

7y A

(PU) (CU) (mm/s) (°c)
EEXEA  107.9+9.2 267 +23.5 19.9+2.1 29.4+0.5
4 R 23.1+2.8° 163 +13.6° 7.4+0.8" 28.1+0.3°
8 JHd 65.7 +5.4* 187 £16.7* 18.5+1.5 28.3+0.3"
12 JAH 83.4+7.9 222+20.1 20.6+2.8 28.6%0.6

a i P<0.01, 5IEH X R4 L,
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Figure 1. HE staining of saphenous artery
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T2, BHEKRIMAEKE(x+5,n=10)
Table 2. Blood lipid levels of rats in each group

pa— =m0 B LDL HDL
('mmol/L) (mmol/L)  (mmol/L) (mmol/L)
IEW XA 0.55+0.07 2.71£0.24 1.21+0.17 1.81£0.19
4 A4 1.80 £0.15* 8.20 £0.76* 6.62 +0.74* 0.81 +0.07*
8 JH4l 1.88+0.21% 9.01 £0.93* 7.54 +0.69* 1.03 +0.11°
12 A4 1.76 +0.18* 7.72 £0.79* 5.92 £0.61* 0.67 =0.07*

ah P<0.01,51E% X BEALAH E
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% 3. {4HKXR TNF-o IL-1 ET-1 NO 7K ¥ CEC 2T (x +5,n=10)

Table 3. Levels of serum TNF-«, IL-1, ET-1, NO and CEC numbers of rats in each group

4 4l TNF-a( ng/L) IL-1(ng/L) ET-1(ng/L) NO( wmol/L) CEC(cells/0.9 L)
TE O B2 13.11£1.23 73.94 £6.25 35.24 £2.98 19.39 £1.51 0.9+0.2
4 A 29.39 £2.51° 117.22 £10. 65" 81.47 +7.65° 11.91 £0.97" 4.5+1.1°
8 JH4l 31.29 +2.68" 119.24 £11.25° 90.98 +8.73" 12.72 £ 1.04 5.1+1.6"
12 A 26.45 £2.23" 112.87 +9.84* 97.05 +9.21° 12.32 1. 15" 4.8+1.2"

a iy P<0.01, SIEH X AL,

A

B 2. BEHEEYRREEKNEEBRERNETL( x3000)

3 %W i

R 1 Bl = 22 L) ASO shA Ry E S B AR it
ERLA A B 0 T A E S OCE, KA
AR E A5, BT S AR R 5, BE
FHTBh ks BERE A A A 9 AS BiF 5% v 45 R B A i
T R R, JH e E 3 1 B A8 3mSR [ i
WA, TR BE BT A T W D /L L T 1 R 38, i v A A
WL H M = Fg LDL W& =B W T, THEER
D3 FEGFE, 8% Ve B G T, i T ik s A A
TR ERR | P25 28 K 354401 30 ik v 58, e 7 2 B
[P i i ASO #5548 | 2085 B g 3 4f s AR 4EL N ASO
AR ERAR R

AT F Hh s B2 RG4S Y 8 ~ 12 ],
DA R A0 BB S JULZ00 R ) P IS RS B B, A
(1) 2 fik s BT B R B A R P FE AR R TR
KRB AIE D, 30 B 4 i B o) & A 25 i AR 1 3R
BE, W6 A I3 %) P38 10 8 95 , A TR P RS 1 S 9k P
SEACME, T A M A A U T RE B A AR F I Y
(NG Tk A Bl KEE | e 2 80T ASO 1Y Jmy s B AR
b, EEVII R, 17 U 8h ik s sl 45 FL D H 30

A HIEF XL, B A4 4L, C 8 JH4L,D M 12 A4,

Figure 2. Ultrastructure of the saphenous artery wall by transmission electron microscope
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