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[ ABSTRACT] Aim To investigate the potential candidate genes related to extracellular matrix ( ECM) which might play
roles in atherosclerosis by microarray technology. Methods Sixteen male SD rats were randomly subjected to the following
treatments: standard diet with saline injection i. p. ( control group, n= 8) or fat diet with vitamin D3 injection i. p. ( containing
3% cholesterol, 0.5% sodium cholate, 5% refined sugar, 10% lard, and 81.5% base feed) (model group, n= 8). After
14 w, serum total cholesterol (TC) and triglyeride (TG) were detected. Thoracic aorta was stained with HE and a solution of oil
red O to visualize the lesion area. Total RNA was isolated from the aorta for microarray to explore the differential gene expression
profiling. Cathepsin D expression was measured by immunofluorescence and western blot. Results Compared with the
control group, model group showed elevated serum TC and TG (both P< 0. 05) and aortic fibrous plaque formation. 510 genes
were up regulated and 1 218 ones were dowrr regulated in aorta tissue of model group by DNA microarray analysis when compared
with control group.  Further immunohistochemistry and western blot analysis revealed cathepsin D protein expression was signifi-
cantly increased in aorta of model group whereas normal group showed little or no immuno- detectable cathepsin D expression.

Conclusion Cathepsin D might influence vascular remodeling, which plays an important role in As.
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0. 30 £0. 07 mmol/L; HEHI 41 TC Jy 8. 77 £1. 52 mmol/
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GenBank( %% %) RiLEA L2 ( Cy3/ Cy5)
AA818798 Cathepsin Y 7.78
NM- 013156 Cathepsin L 4.37
NM- 134334 Cathepsin D 2.14
NM- 022597 Cathepsin B 2.02
NM- 012980 MMP-11 2.31
BQ200408 Cystatin C 0.41
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RIEAN, KIS ECM B 1) — R A iR E
HH 2 B8 A0, X 42 B§ B F5 CTSD, CTSL, CTSB, CTSY,
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J R J R o R ). I MM 5T R L CTSD 7
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J% Ox-LDL 55 5 W 40 ffg R A YL R 41 A I 5 % 26 R
T FE A, Ox- LDL S S A [ P AN S A5 75 T A AN
Fase, M H._E# T CISD.CTSL.CTSB f ik, 1# 47
HENH %S5 T R0 A T T R 3 R A
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TR AT . AT g% Rk AR R I
CTSD & [ 7E 1F & K BRI B 20 4R U A D Rk

HAGRIE, TAE As KRBk S G, 250 A 12
ECM, 75 N JIEE Fh IE A 21K . Western— blot #3ll &
B, As KRBk CTSD EEAREWHE & T 1E
W As AR, S R0 R SMC B g i N
B A0 B 73 W K S M BRL T o 78 v i A 20 PR R ) o)
BT, CTSD FEpid fE 3R ik, S BOLFFEL W, i 11
58, —J7 A ECM & 55 R i 0 3h 245 1, fd-F
AT 53— 77 1A B R 40 % 4k i ok 41
Wi, HZ SR N AR T, (R As KR
iR T ARE. HIME As LS, T3k
AR G A SR I SRER, B VI HERRE = BT Ak
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