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Effect of Auricularia Auricula Polysaccharide on the Proliferation of Vascular Smooth
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GUO SuFen, LI ZhrQiang, LI Jing, and WANG YuMei
( Department o Pathology , Mudarjiang Medical College, Mudarjiang 157011, China)
[ KEY WORDS] Vascular Smooth Muscle Cell;  Proliferation;  Blood Lipid; Malondialdehyde;  Supperoxide Dismutase;
Atherosclerosis;  Rabbit
[ ABSTRACT] Aim To explore the effect of auricularia auricula polysaccharide on the proliferation of vascular smooth mus-
cle cells in the formation of atherosclerosis. Methods Thirty New Zealand white rabbits were randomly divided into three
groups: normal group, model group and experiment group with ten rabbits in every group. The period of experiment is twelve
weeks.  Normal group received normal chow. model group received nommal chow and cholesterol and, experiment group received
nomal chow, cholesterol and Polysaccharide.  The levels of serum triglyceride (TG) , total cholesterol (TC), low density lipopro-
tein cholester (LDLC), high density lipoprotein cholesterol (HDLC) , malondialdehyde (MDA) and supperoxide dismutase ( SOD)
were detected at 0 and 12th week.  Animals were killed after 12 weeks, and excised artery segments were prepared for histomor-
phological observation and & smooth muscle actin was investigated by immunohistochemistry analysis. The images were analyzed
with HAIPS1000 software to distinguish the express of & smooth muscle actin. Results The serum TC, TG, LDLC and MDA
were decreased ( model group versus experiment group: TC was respectively 18. 76 £2.32 and 11. 68 1. 63; TG was respectively
1.52£0. 15 and 1. 19 £0. 12; LDLC was respectively 17. 62 £2.27 and 9. 64 £1. 56; MDA was respectively 4. 53 £0. 21 and
4.14%0. 14, P< 0.01 or P< 0. 05) , while the levels of serum HDLC and the serum SOD concentration were increased ( model
group versus experiment group: HDLC was respectively 0. 65 £0. 09 and 0. 73 £0. 76; SOD was respectively 182. 29 10. 87 and
215.97£7.38, P< 0.01 or P< 0.05) in experiment group compared with those in model group. ~The atherosclerotic lesion
were alleviated (model group versus experiment group: 0. 44 £0. 10 and 0. 30 £0. 83, P< 0.01) and smooth muscle cells also
diminished in lesions (model group versus experiment group: 14% %1% and 12% 1%, P< 0.05). Conclusion The
proliferation of vascular smooth muscle cells can be decreased through Auricularia Auricula Polysaccharide, thus inhibits the forma-

tion of atherosclerosis.

[WisHEA] 2005 10-08 [f&E HEA] 20060914

[1EHEA] WERF, WL, B, ZEHFRT s SR 8RR L 5 B 6, B & i 0453 6582156-3222, E-mail 4 goldenpot @
163. com. BWAEHE IR, 82, WL HF A4 T IT, 32 22\ F 30 Ik ol A 088 4k 1% &0 HIL i) 5 B VE F 7, TG R FRLTG 0453-6582156-3612. 4= &,
iR ] S U



768

ISSN 1007-3949 Chin ] Arterioscler, Vol 14, No 9

TE B K 45 FERE AL ( atherosclerosis, As) &4 FIK &
TERE R, P LA B smooth muscle cell, SMC) [
WEEA P N TR EEER . SMC 5% 20
BRl 2= B sz e, GG A P S A B U A . SMLC ¥R 4 A K
KRB0, 255 MC AT N EERN R
2, MiXBAEKRTFHBRRN S 2ZRES
IR, QOG5 8 P R A I ) s B S i A . R
AREBA R % G | Bt 840 A0 a2 I /I i 3R 4
ST . ARSI B TE % K HE 2 R AR i %
/D S S ) JE - T UL 20 3 () 5 e, R
TR I gk 2~ LA L P 84 B 25 0/ 50 K R R AL )
AR

1 MR5REE

L1 FRFNLF

FEZAREHAFATIEFRIRIH TR
HEAESBEAGER K, OBATRE, LS
REAIBAFESEHEREORAAEY, &
FEBEENA 83 12%, EEEEAN9.64%:;
JEEBEWT NTECETRERTRAH.
1.2 ¥mrERE

FHZaR30 2, R\B6AA, KE 2.0~ 2.5
kgo AN N =Z4: E¥A SR AFIRHA, F4
10 R, SE8e 100 12 Ao IE % A RAE & 48 8 A
HAEHRALTEFAN+ SEERO0.5gR; 24

g L@ fap+ SEREE 0.5y R, HiEKE
R BEAE LB 1g/(kgod) . ERER & K
AL, B4 EAR IR, B ERK.
1.3 HARE

SR TEREF 12 AREK 12~ 14h B AF
RN RK. AJEE 37 CABFIEF 20 min, /¢
FHBE, AN B AT N EARERE Mk, £ hF
R BATATH, ¥ mE 3 L 2.5 ki/min % /8 20 min,
F A B b E & & R
1.4 A& KA B SALIEARAYNE

SRR B vk M 2 7F 2 E E BF (total cholesterol,
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F 1. SHAMAE A-BRBEXMEXEESEEL (« 5, mmo/L)
. EH4(n= 10) B (n= 10) SEIGA(n= 10)

B B 04 12 A 04 12 A 0 12

TC 1.26 0. 12 1.26 0. 13 1.27 £0. 09 18. 76 12. 32M 1.27%0.08 11. 68 £1. 63"
TG 0.8410. 10 0.85%0. 10 0. 86 10. 08 1.52%0. 15" 0. 84 £0. 09 1.19 0. 12>
LDLC 0. 46 £0. 37 0.53%0.17 0.46 £0. 11 17. 62 2. 27" 0.43 0. 38 9. 64 £1. 56"
HDLC 0.53%0. 12 0.53%0. 11 0.53%0.08 0. 65 £0. 09* 0.54%0.08 0.73 0. 76"
[t 3.29%0.36 3.54%0.24 3.37%0.42 4.53 £0.21% 3.49 £0. 40 4. 14 0. 14
SOD 447.08£37.65  433.70 £30. 41 436.00£31.91  182.29 £10. 87™ 440.92£38.42  215.97 7. 38

ay P< 0.05,b 4 P<0.01, 50 A LLE; ¢ A P< 0.05,d 4 P< 0.01,
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2. EBUAMSTI AR BB RE B P IR A AR R
iE (% Ls)

4 4l LB 4 SMC( %)
A 25 14% *1%
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