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[ ABSTRACT ] Aim  To investigate the expression of Orail in the formation of atherosclerotic plaque of apolipopro-
tein E knockout ( ApoE ™"~ mice. Methods 7 to 8 weeks old male ApoE ™"~ mice and wild-type C57BL/6] mice
were selected and fed with fat rich diet. ~ The animals were sacrificed consecutively after the mice were 20, 27 and 33
weeks old.  Their aortas were taken for preparing the serial sections.  The percentage of plaque area in luminal area was
calculated after HE staining; The percentage of collagen in plaque area was calculated after Masson staining; Lipid content
was analyzed after oil red O staining; The percentage of smooth muscle cells expressing Orail was calculated after immuno-
histochemical staining. The dynamic expression of Orail during vulnerable plaque formation was quantitatively analyzed
by using Western Blot analysis. Results Compared with the control group, the expression of Orail were markedly
higher in ApoE ™"~ mice.  As the age of ApoE ™~ mice increasing, the expression of Orail increased significantly (P <
0.05). Conclusions Orail participates in the pathological process of atherosclerosis.  The expression of Orail is

up-regulated in the formation of atherosclerotic plaques.
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Figure 1. Pathological changes of atherosclerotic plaques in the aorta of C57BL/6J mice and ApoE

®1LARANRENKBEEL (2 £5, n=3)
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mice (HE staining, x200)

Table 1. Pathological changes of aorta in different groups(x +s, n=5)

| JE % n B T AR/ A8 s T AR 5 5 T R/ B e T AR g JER T AL/ B T AR
Xt B2 20 JHY 5 - - -
27 JE#s 5 - - -
33 JE#s 5 - - -
FERI 2 20 JH i 5 0.096 +0.036 0.157 £0.039 0.575 0. 044
27 JE 5 0.212 £0.055" 0.260 +0.041" 0.451 0. 080"
33 JHi& 5 0.365 £0.098"™ 0.365 £0.063" 0.321 £0.060™
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2.4 O B ( x200) X IR, R B A2 S B R U 20 SRS 27 SRR 33 SRS, 7 Sk BT 41 688 4 B
X 35k,
Figure 2. Oil-red O staining( x200)

3. Masson & ( x200) AR 20 FIREEAIA] B O 27 RIS RILL, C S 33 RIS RIA
Figure 3. Masson staining( x200)

a}y P<0.05,b k) P<0.01,5 20 FSHAIA LLE ;¢ A P <0.05,5 27 JRIRBRIL] L,

2.2 IMBEH FXFHEZH (P <0.01) , HDLC /K FHi4H 2% 7 L4 it
EnRgiEEE ApoE " /NE TC TG LDLC Bl g5 RN (F2),

R 2. ARAMNRMAETW (v £5, n=5)

Table 2. Changes of blood lipid in various groups(x £s,n=5)

popilE] ikl
I g
20 J&i 27 JE 33 JE 20 J& 27 JE 33 JE
TG (mmol/L) 1.41 £0.27 1.38 £0.39 1.40 £0. 11 2.19+0.16° 2.37 £0.17° 2.59 £0.17*
TC( mmol/L) 4.39+0.33  4.02x0.22  4.20+0.44 9.87 £0.92* 15.96 +1.07" 19.38 +1.50"
LDLC( mmol/L) 1.87 £0.45 2.11 +0.17 2.13+£0.25 3.65+0.79*  7.08 +1.09" 10.15 £1.62™
HDLC ( mmol/L) 1.16 £0.45 0.98 +0.38 1.14 +0.40 1.02+£0.11 1.30 +0.31 1.26 +0.28

aiy P<0.01, 5 EREXT B LA ;b i P <0.01,5 20 BRI L,
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Figure 4. Orail expression in the aorta of C57BL/6J mice and ApoE '~ mice by immunohistochemical stain( x200)
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Figure 5. The expression of Orail in the aorta of CS7BL/6J

mice and ApoE '~ mice
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