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The Effects of Lipoprotein, Lipid Peroxide in the Plasma and Cell Forms under the Rab-

bit with Hypercholesterolemia Made by the Two Kinds of Mongolian Proprietaries
TAO Chun, REN Shu- Lin, QIU Xiang— Chun, TENG He, WEI Yong— Chun, and HUANG Ya— Feng
( Pathological Teaching and Research Section, the College f Clinical Medicine, Inner Mongalian National Uniwversity, Tongliao 028041, China)

MeSH Mongolian Proprietary;  Rabbit;

ABSTRACT

Hypercholesterolemia;

Lipoprotein;  Lipid Peroxide;  Atheroscleroisis

Aim  To study how mongolian proprietaries (& and proprietaries @function in inhibiting the atheroscleroisis.

Methods To make the model of rabbit atheroscleroisis, to detect the content of blood— fat and the lipid peroxide, and to

observe aorta and coronal artery with eyes or through light microscope and electric system.

of mongolian properietaries can debase the blood— fat in its degree and reduce the production of lipid perocide.

Results  Each of this two kinds

The injury of the

inside cortical cell is slight and the scope of pathologic change of artheroscleroisis is reduced and the degree of which is lightened.

Conclusions  Mongolian proprietaries (©and @have the function of anti— oxidation and can protect the inside cortical

cell from injury and inhibit the production of atheroscleroisis.
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Table 1
content(x Fsd, mmoL/L)

AWMETBKEHNRE « tsd BT, ZRWEE
WETRA L Bk,

2 # R

I A5 A0 M 3% B8 Bt |k F AL
M 1 (Table 1) A] WL, ZKAFE 45 KX 2
TC EF+ A 21.8 9. 72 mmol/ L, 75 K LAJG L3¢ TC |
9 24. 7 £11. 7 mmol/L, LDLC Jy 23. 1 £12. 7
mmol/ L, J% Fi i Y 1) vy A [A] B (i o 7 5% R 2
S @FHH 75 K5 TC 4 3172 14. 95 X6. 72 F1 5.
82 +4. 37 mmol/ L, 5 % & 2L 4H EL 1L 3% TC 43 1) FE AR
39.7% M 77% , BEAEE BEEZER(P< 0.01)

R PRI S 75 RIG ST HRZEN 2. 12 1. 64, 1M
@5 25459 1. 03 1. 85 F1 0. 24 0. 44, 3
T xR, K @B A5 RAMLEZRAE
HREERE X (P<0.01).

2.1

BEERE. EH=E SREEEAEER REEREEABEEBRMERIANYEE(x Tsd, mmd/L)
Total cholesterol, triglyceride, high density lipoprotein cholesteral, low density lipoprotein cholesteral, lipid peroxide

Index Blank( n= 7) Contrast( n=10) Durg & n= 14) Durg @) n= 13)
45 days TC 1.29 %0.56 21.80%9.72 14.50 £7. 30° 11. 00 6. 70°
TG 1.00%0. 52 0.8110. 42 0.71£0.22 1.32%0.58
HDLC 0.89 *0. 15 1.12%0.23 1.16 20.25 1.05£0. 23
LDLC 0.47 $0. 83 21. 60 £8.90 12. 60 7. 30° 9.30 6. 90"
LPO 0.26 %0. 16 1.84%1.39 1.73 £0. 80 0.45%0. 38
75 days TC 1.75%0.47 24.70 £11. 70 14.95 6. 72" 5.82+4.37"
TG 0.78 £0. 58 0.49£0.36 0.81%0.27 0.97 0. 62
HDLC 0.85%0.26 0.81%+0.35 0. 69 %0. 34 0. 85%0.39
LDLC 0.63 £0. 31 23.10%12.70 14. 00 £6. 90 4.82 %4 47"
LPO 0. 15 0. 10 2.12%1. 64 1.03£1.85 0.42 10. 44"

a: P< 0.05, b: P< 0.0l, compared with contrast group.  * : AD233/mL
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BINKIF o (At m) 0 3L B 6 2 SO B i B e,
Kedl 5 ESNBk N S0P AT 76 15 B0 ik B TR 3
KT EVAR B B B N TR BB, A 1) R A
FRIFAEL Sudan @R JE BAS A AKE. R
U 7 H AL 2 (Table 2)
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Table 2 The constitution( %) of the formation of aortic lipode
spots(x Tsd)

Blank Contrast Drug © Drug @
Arch —  35.6%16.1 9.30%8.9" 5.30%7.3"
Chest — 5.4%4.6 1.74£1.75 1.90t1.4
Belly — 5.5%1.8 1.70%1.6 1.80%1.5"
Total —  47.4%22.5 12.70%12.3>  9.00%*10.2°

b: P< 0.01, compared with contrast group
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Table 3 The number of lesion blood vessels of coronary artery and its lesion integral (x *sd)

Lesion Blood Vessels

Lesion Integral

Groups n
large Branch Mid- small Branch Large Branch Mid- small Branch Total

Blank 7 0 0 0 0 0

Contrast 10 1.00 £0 10.4 £3.4 11.40£3.4 3.40%1.3 27.8£11.8 31.25%11,7
Drug @ 14 0. 17 £0. 41 5.5%3.3 5.831%3.9 0. 17 £0. 41 10.5%7.8 10.70 8. 0"
Drug @ 13 0 4.0%4.2 4.00%4.2 0 8.8%9.5 8.80*9. 5"

b: P< 0.01, compared with contrast group
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