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Comparison on rabbit atherosclerosis models in different periods
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Abstract: Objective To compare and research on rabbit models from the atherosclerosis occured at different times. Methods New
Zealand white rabbits (30), randomly divided into five groups, including control group and model group, model group is divided into
AS4, AS8, AS12, and AS16 weeks group (six in each group). The rabbits in the control group were given ordinary feed, the rabbits in
the model group were given a high-fat feed. To weight and extract the ear marginal vein blood in 0, 4, 8, 12, and 16 weeks of the
experiment in each group; To determinate the cholesterol (CHO), triglycerides (TG), low density lipoprotein (LDL) and high density
lipoprotein (HDL) in serum. To observe the pathological morphological changes of thoracic aortic through the paraffin section of HE
staining and frozen section oil red O staining. Results At week 4, the added value of rabbit weight in the model group was obviously
higher than that in the control group, and in weeks 8, 12, and 16 of the experiment, the difference is not obvious. Blood lipid
measurement showed that CHO and LDL levels increased amplitude of the model group was bigger, TG and HDL levels increased
amplitude was smaller; But compared with the control group, the difference is obvious (P < 0.05, 0.01). Histopathological examination
results showed that we can find a small amount of lipid deposition from subcutaneous tissue of the rabbit aorta in the model group at the
week 4, oil red O staining is mei red; At weeks 8 and 12, the pathological change is at different stages of atherosclerosis fatty streaks
period, and we could find a large number of foam cells in the lesions. The experiments at week 16, the pathological change was in the
fiber patch phase of atherosclerosis, the surface of lesions was covered with fibrous cap, under the fibrous cap we could find foam cells,
smooth muscle cells, inflammatory cells, etc. Conclusion Rabbit alone is given high fat feed for 4 to 16 weeks, we can copy the
atherosclerosis models in different pathological stages.
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Table 1 Changes of body weight growth of rabbits in

each group (x+s,n=6)

n A 3 I
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WHEZH 0.1540.10 0.70+0.28 0.94+0.29 1.15+0.23
I 0.5040.18% 0.74+0.25 0.9440.24 1.184+0.32

xRt ©°P<<0.01

#%P <0.01 vs control group
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Table 2 Changes of blood lipid of rabbits in each group (x + s ,n=6)

4 7 TC/(mg-dL ™) TG/(mg-dL™") LDL/(mg-dL ") HDL/(mg-dL™")
pagic) 1.1040.42 0.5940.14 1.0740.93 1.1440.16
AS4 23.27+5.76°° 0.89+0.80 50.11+12.55%° 3.68+0.59%"
AS8 33.75+2.26%" 1.95+1.45" 105.90+26.77** 3.10+0.56°°
AS12 34.3440.42° 3.00+0.97%° 117.11 £14.20%* 3.22+0.64%°
AS16 35.234+4.51°° 3.03+0.90%° 116.02+16.34"* 3.31+£0.73%°

XA ©P<0.05, ““P<<0.01
2P <0.05, “*P<0.01 vs control group
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Fig. 1 HE staining of rabbit aorta in each group
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Fig. 2 Oil red O staining of rabbit aorta in each group

3 it

TN AP ISR S R AL Sh AR R AT
BN G SKAEAL FBIEIT T B, i B H
B2 1) oA M ey AR AR L I B g IR AE S )

)k ISR AR EEh KR PR S AR . AR A
Ry RIER LB IR B ) 2, AR
S, ERENEL, B TiEA, IR
ISR U S AR, BOABFOR R K



- 308 -

t¥#ishet %, Drug Evaluation Research 35 37% 35481 20144E8 A

JE RITRAE AT A . SRR REY)
27 TR S5 NEARL, A HAZSHEM{H. Forster
268117 Haunstetter 251153 51 75 S s 2827 5 95 1 4E
B2 U S 5 N RS K AR AL BE Sl T e Ase it
T, RINFIBE B S B A — 52 AR
AR S5 A A AR B ) o

W EE R, 2 4 I, BRI 5 ki
BN, ES 8. 12 16 AN, FAuikFiE
WS 5 A LR B W R 2 5, X REE T
SEEG 8 FILUG, BERZH KRR AR I . 5K
6 1M R0 52 26 W, BAA] TC A LDL /KP4 hinig J5
BEOK, S50 8 FRTHG g, 8 JEEIhniasE; TG
AKOE-H8 IR BN, 9286 12 FIRise ik, 12 4
JE B INEaLE ;s HDL 7K P38 e B2 /N, 4 if s
Hahn, IAFNELY, 4~16 RIS . 414U
AR AT AL, 9206 4 FAI, R XS R R
AR, 9206 8~12 F, TSk iz
WU, N B AT KRR AN R AR, b Tk
SAEEAL HRSC; 16 AN, PRk SEE, Hith i
AT DR TR o A B R I, SRR R DSR4
Mg, AT Bk RERE AL AT 4 BT B

SIS [ R R R A%, — AR
% Pt AL N E AR R AR ™, e
| MO et = I oo IR 2 e T N AP T A
B, A SLIR AR 4 1) TC A1 LDL 5 &4 H
WTtE, JuIE TC SEABIRKEE, JEAEREUIRUR
4, T R A PR LA g &, ax gy
AW I T 5 T BRI . ASEEG R AL TG
HULDL 7K~F-F iy, wlad ik ] R T, A T R )z,
N 5 5000 A S LA G B, (i 3 ik s A A £
IR TG =A% 1F i %S, Jnis LDL b4
13 P9 B 4, A8 A% A1 R B 202 1 & B af
RPN, IR EEV AR A M R AR S ok e A
fRIIE R HDL A0 LDL 40 aefE i, i
RIS . 7ESEEY 4~16 JEIWIE], TG F1 LDL [#)

HBEAESE, T HDL WIYESEE 4 FJ5 st T a6 22
8y, S it A PO Z AL BE T N 1 Bk
S FEREAL IR A e o LDL 140 25 1 F vl A3 ok 40
SRAE i, SO SR Y BLRR ot AN o i ) o
W, FEH AL 1 T T AT AR, BN LT HERE .
MLFUERE P g IS 2 LU, BESR R Hh SRR iR
PR 2 U IR AN Ry A AR PE . IR AR T R A »
XL S IR PR S AR, BRI S
Koti—FE, XHBT SRR ARSI S B T A
[l INSYI R S TR FEREAL R, e v MR WR AR 4 I
BOBL T/ i BAE BN B R TR 8~12
J3uia], RREOBMFFRE— PR I 16 J& Iy i
N T YRR ] . 1K 3t — SR Sk A
BEAL IR . AP AR . RS I A
RIS 5 T R 1) BAT E R

S 30k

[1] Ross R. The pathogenesis of atherosclerosi aperspective
for the 1990s [J]. Nature, 1993, 362(29): 801-809.

2] Bk ER, ZmRAS. HEMAT 4l AR T R B A il A A
KEWDaerm [J]. ScHE S, 2008, 25(8):
978-981.

[3] Forster B A, Weinberg P D. Changes with age in the
influence of endogenous nitricoxide on transport
ProPerties of therabbit aortic wall near branches [J].
Arterioscler Thromb Vasc Biol, 1997, 17: 1361-1368.

[4] Haunstetter A, Izumo S. Apoptosis: basic mechanisms
and implications for cardiovascular disease [J]. Circ Res,
1998, 82(21): 1111-1129.

(51 MkZE. shGRFEREAC IO R [M]. Jbat: BEEH
fitL, 2004

(6] b 25, EAEL MR 2 B IR R SRS (D).
IR BEZ Tk, 2002, 21(4): 36

[7] Multhaupt H A, Gafvcls M E, Kafiko K, et al. Expression
of very low density lipoprotein receptor in the vascular
wall: analysis of human tissues by in situ hybridization
and inmmunohistochemistry [J]. Am J Pathol, 1996,
148(6): 1985-1997.





