CN 43-1262/ R HEF kgL 44 & 2003 2 11 55 5 415

[ZEHRS]  10073949(2003) 11-05 041504

HIMIRERAE 175 R BUR H B S DR R e e IR B0 K o AR B A A

M, ZEY, BB, TEW, Z= 0, AL, P. D. Polinsky'
(LFLEFREZFHFE, WAL HELT 271000; 2. 6T EFEAFRABEFHFTE,
iR B I 276002; 3. LA KFEFILREAEZFHSE, LAEEFHT 250012;

4. Dept. of Pathophysiology, University of Washington, Seattle, WA, 98195 USA)

[ RHIR] REF, AW,
o E IR RE TR 4T 1

[ E) FREBEOEABDRG(FBEES E) DR TR A BRI R 2T B RS FIRIME K 5289
XF2, REBEO L DA CHEEELEH Movat x5 &, B3FARFIREFRLSMALG NS, FHRAL AR
TR, ST HAAE, AR DR AREL A S X EREAY AL RASRE T AT AR ST 8
Rk, ZRRAL, BRAMEITAFESRE, EZTATHI(CIHESIMA NS X)) AR EREE R KL, £5
Rmit ARG SN IR A K R iZ2id, SR K E B AR K TR BRI HE R RN E @A, LI — L hF
S KM mpiRE, R AR R, BRI AL TOERE, KWRERISAALEATRONA . LEHE
LA JL K MU 6 BRI IR LA EAMRINERET A KNI R R MR M5 F | fe e B AR F 1,
BFloT kG may i, ALRT: o FMEXERDRBRARAREEG —ANEAHFRT .

[PEIZZZES] R363 [ CEKFRIRAD] A

BREES EARRGR DR, BRI IE @RS T L

Adventitial Inflammation Induces the Formation and Progress of the Atherosclerotic Le-

sions within Coronary Artery of ApoE Knockout Mice

GAO LirrLin', ZHAI Tong Jun®, CHENG Rong®, WANG Jiarr Li®, LI Li*, HU Wer Cheng®, and P. D. Polinsky®

(1. Department o Physiology, Taishan Medical School, Taian, Shandong 271000; 2. Department o Pathology, Linyi Medical School, Linyi,
Shandong 276002; 3. Department o Pathophysiology, School o Medicine, Shandong University, Jinan, Shandong 250012, China; 4. Department
o Pathgphysiology, University ¢ Washington, Seattle, WA, 98195 USA )

[ KEY WORDS] Atherosclerosis;  ApoE Gene Knockout Mice;  Coronary Artery;  Adventitial Inflammation;  Intima;
ICAM-1; VCAM-1
[ ABSTRACT] Aim To observe the occurrence and the morphological manifestation of atherosclerotic lesions in apolipopro-

tein E gene knockout (ApoE”") mice.  Explore the relationship between lesion formation and adventitial inflammation.
Methods The successive sections of the hearts of 60 and 112 weeks old ApoE”’" mice were made, then stained by Movat method.
Trailled all the trunks and intra- myocardial small branches of coronary arteries for finding the lesions, and analyzed the relation-
ship between lesion distribution and adventitial inflammation. The aseptic adventitial inflammation of the femoral artery in C57BL/
6 mice were duplicated, detected the expression of adhesive molecules. Results There were extending lesions in the trunks
of coronary artery, which extended directly from the aorta. ~ There were in situ lesions in the branches of the trunks ( including in-
tra-myocardial small branches). There were inflammatory cells aggregation at the adventitia with the lesions at the corresponding
intima.  The infiltrating area of inflammatory cells was much larger than the area of lesion at intima.  Some positions with in-
All the in situ lesions were arised within

ICAM-1, VCAM-1 and adhesion of

white blood cells could be seen at the intima of femoral artery in the mice with experimental aseptic adventitial inflammation.

flammatory infiltration in adventitia could be seen without lesion at corresponding intima.

ventricular muscle, most of the large in situ lesions appeared in the left ventricular wall.

Conclusions The adventitial inflammation is one of the predisposing factors for the formation of lesions within the coronary artery.
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Figure 1. The open of aorta from coronary ( % 100)
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Figure 3. The changes in the wall of femoral artery ( x 200)
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