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Tab1 Changes in blood lipid concentration and Nd -K -ATPase activity (xt s)
and their increased levels compared with control(% )
CG(n = 20) AGi(n= 15) AGy(n= 15) AGs(n= 15) AGy(n= 15)
Tch(Cs /mmol L-1) 3.4+ 1.92 3. 46+ 1. 55 16. 9t 12 16 9. 4t 3. 3340 19. 22+ 8 301
(387.32% ) (171 18% ) (453.89% )
T G(Cp /mmol 17 1) 1.63E 0. 65 1. 3= 0. 39 2 23t (. 84* 1. 48 0. 70~ 1. 60t 0. 90
(36.8%0 )
N AC AT Pase 0. 68t 0.10 0.6t 0. 11 0. 54+ 0. 12° 0.35+ 0. 14748 0.23 0 17
(CB 4 mol mg h™ 1)
(- 20.5% ) (- 48 5% ) (- 66. 180 )

#% 0 P o<0.0L,%% : P <0.00lvs CG;ON: P <0.01vs AG;[L]: P <0.0lvs AGs

(P> 0.05), (P <0.01); N& -K -ATPase
CG AS ) Tch <0.01 0.001))
(P <0.01 0001), AS ., TG 2.3 Al MR T REWRERL &2 3
2 (M /mPa s ') (%£s) (%)
Tab 2 changes in whole blood dynamic viscosity (1 /mPa s ') (xt s) and
its increased levels compared with control(% )
w ( Hz) CG(n= 20) AGi(n= 15) AG(n= 15) AGs(n= 15) AG(n= 15)
0. 190 6.35 1.33 6. 4H 1. 21 7. 20t 2.02 9.0t 1.17 1112+ 3. 77748
(41.8% ) (75.12% )
0. 252 5.4H 1.29 5. 49+ 0. 97 6. 23+ 2.28 9. 89+ 5.26* 10. 09+ 6. 20*
(80. 8% ) (84.46% )
0. 351 5.10F 1.21 5 0AH 0. 38 5. 265 1.39 8.0 3.45* 9.99+ 1.34*48
(57.06% ) (95.88% )
0. 476 4.03+ 1.27 4. 00t 1. 01 4,39 1.03 6. 82+ 2.80* 8 89t 2. 0144
(69.2%% ) (120.6% )
0. 648 3.45F 0.92 3. 45+ 0. 75 3. 63 0. 82 5.49F 2.24 8 15 3.72* 448
(59. 1% ) (136.2%% )
0. 880 2.34- 0.73 233 0.33 2. 56E0.71 3.26E 1.05 40t 101"
(71.3%0 )
L 196 1.2H 0.15 1. 23 0. 37 L. 4H0.43 2. 04t 0.38* 3,90+ 0. 8044
(68. ) (222.39% )
1 627 1. 13 0. 41 1. 14k 0. 41 1. 36k 0.30 1.62 0.46" 201 0.40" 25
(43.36% ) (77. 8%% )
2.210 1.0H= 0. 10 1. 09t 0. 35 1. 18- 0.28 1. 82+ 0. 80* 2,75t 0. 8944
(80. 2% ) (172.28% )

¥ P <0.05,%% ¢

P <0.0lvs CG:A: P <0.0500: P <0.0lvs AGs
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U (P> 0.05). 0.001), 7 G (P <0.05 0.01, 0.001)
AS : w= 0.190 Hz G (P <
3 (E mPa) xts) (%)
Tab 3 Changes in whole blood dynamic medulus (E. mPa ) (x* s)
and its increased levels compared with control (% )
 ( Hz) CG(n= 20) AGi(n= 15) AGy(n= 15) AGiy(n= 15) AGy(n= 15)
0. 190 0. 55= 0.37 0. 58 0. 12 0. 69+ 0.22* 1. 68k 1.42* 1. 9t 0. 3944
(25.4%0 ) (205. 4% ) (247. 2706 )
0. 252 0. 90t 0.33 0. 89+ 0. 19 0. 98 0.39 1. 98k 1.47* 2. 14t 0. 90*
(120% ) (167. 7% )
0. 351 1.22+ 0.71 1. 27+ 0 61 1. 34k 0.55 2 54+ 1.85* 31H 12148
(108 26 ) (15492 )
0. 476 1. 62+ 0.32 1. 7H 0. 17 1.9t 0.73 3. 14+ 2. 03" 3. 29+ 1. 00™
(93 83% ) (103. 09% )
0. 648 2.39F 0. 63 2 40k 0. 71 2.69+ 1.00 4. 16=2.38 4725 1. 032
(74 06% ) (97. 4% % )
0. 880 3.30F 0.71 3. 50t 0. 65 3,56t 0.99 5. 4Gt 2. 71 6. 60t 2. O+ 48
(65 4% ) (100% )
1. 196 4,50+ 1.01 4. 5t 1. 03 4.8H 1.18 6. 7t 3.06* 8 12F 2 0248
(49. 11% ) (80. 44% )
1. 627 5.27 1.37 5.3H 131 5.46t 1.38 7.5t 3.05 8. 94t 3. 0244
(42 %) (69. 64% )
2210 5.39t 1.21 5. 40k 0. 91 5.7H 1.49 7.35:2.75 9. 46k 1. 35748
(36. 36% ) (78 180 )
* P <0.05%% : P <QOL** : P <0.00lvs CGA: P <0.050: P <0.01vs AG;
2.4 AAX ST .
AS Tch Nd -K —AT Pase AS - Tch
,( /:r: -0.67, P <0.01 :r=-0.51, P <0.05); AS , AS (
3 Bl Tch ( 453. 8% ),
Tch TG Na K - AS - TG AS (
A TPase , 36.85%0 ) AS ?
AS ) AS .
. 3.2 Na K -ATPaseb5 AS
3.1 ffsls AS AS ) Na K —ATPase
AS , Tch (AS 20. 5%
, , 48. 5%  66. 180 ), . Tch ,
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Changes of erythrocyte Na —K —ATPase and whole blood viscoelastic pa-
rameters in the course of experimental atherosclerosis in rabbits and their

possible predicting role
Wang Hongyong (Department of Cardiovascular Diseases, Daping Hospital, Third Military Medical University, Chongging,
630042)

He Zuoyun, Li Xikai, Ding Qiuhua, Huang Yongping (Xingiao Hospital, Third Military Medical University, Chongging,
630037)

Abstract Objective: The role of blood lipids, Nd& -K* —AT Pase activity, whole blood dynamic viscosity
(71’) and dynamic modulas (G,) in predicting different stages of experimental atherosclerosis (AS) were stud—
ied- Methods: 80 rabbits were randomly divided into experimental group ( 7= 60) and control group (7 =
20). Each of the two groups was also equally divided into for subgroups four experimental subgroups and
four control ones. Each rabbit of the experimental group was fed with cholesterol powder ( 1g/d). At the
2nd, 4th, 8th and 12th week, blood lipid concentration, erythrocyte Na© =K' —ATPase activity and whole
blood viscoelasticity were tested and the pathologic alteration of AS in the aorta were also observed. Results:
Serum triglyceride (TG) was increased only in the early stage of AS and serum total cholesterol ( Tch) was
significantly higher in the early, middle and late stage of AS than in controle. Erythrocyte Nd -K" —-AT Pase
activity was progressively decreased and negatively correlated with Tch in the early and late stage of AS( r=
- 0.67 - 0.51, P <0 01,0.05 G was significantly increased only when shear rate was 0. 190 Hz in early
AS, but G and M’ were progressively elevated in the middle and late stage of AS Conclusion: It is possible
that blood lipids, Na -K -ATPase activity and whole blood viscoelasticity can predict the various stages of
experimental atherosclerosis in rabbits.
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