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[ MeSH| Coronary Disease;
[ ABSTRACT]
coronary heart disease (CHD) and its clinical significance.

Sodium Channels;  Erythrocyte Deformability;  Blood Viscosity

Aim To explore the molecular mechanisms of the change of whole blood viscoelasticity in the patients with
Methods Blood lipids, erythrocyte membrane microviscosity
(1), sodium pump activity (SPA), relative content of spectrin ( SP) , erythrocyte deformability parameters (a) and dynamic mod-
ulus (G’ ), dynamic viscosity (TU') were measured in 34 CHD with slight coronary atherosclerosis (As), 32 CHD with complicat-
Results  Blood lipids, N, G’ and IV were significantly higher, but SPA, SP and a were

significantly lower in the CHD than those in controls and the changes of these parameters were more obvious along with the devel-

ed coronary As and 35 controls.
opment of coronary As. SPA was correlated negatively to Tl and positively to SP content and a; G’ was correlated negatively to a
and positively to TV ; SP content was positively correlated with a in CHD. Conclusion The increase of whole blood viscoelas-

ticity was closely associated with the increase of blood lipids, Tl of erythrocyte membrane and the decrease of erythrocyte SPA, SP
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content and a, and the decreased a and increased viscoelasticity play an important role in the course of coronary As.
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Hfn 2 mL, fm A AF £ 0.1 mL #%, 3 000 r/min
BOSmin, FEMERRENAERE, BN 5
B4 R4 % - Fi (NaCl 150 mmol/L, & % ## 10 mmol/
L, Tris HCI 10 mmol/L, pH 7. 4) %% Z K, KR B # 1
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Table 1. The changes of blood lipides, erythrocyte membrane

microviscosity , sodium pump activity and spectrin (; ).

Groups Control CHD-1 CHD-2
(n=35) (n=34) (n=32)

TC (mmol/L) 5.33%1.02  6.01%1.53* 7.37%1.74%¢

TG (mmol/L) 1.10%0.44 1.38730.30° 1.42 %0. 47°

l 2.25%0.17  2.36%0.19* 2.5710.25%°

SPA [ Bmol/(mg*h) | 0.62%0.10 0.55%0.08" 0.48%0.05%¢

SP (%) 27.015.5  22.6+4.7° 18.9+4 3%

a: P<0.05 b: P<0.01, ¢ P< 0.001, compared with control group;
d: P<0.05, e: P< 0.01, compared with CHD-1 group.
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M 2(Table 2) A W,, CHD-1 44 % CHD-2 #H a %
FEAR, T LA CHD-2 40 M 5 B 52
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Table 2. The changes of erythrocyte deformability parameters
(m ).

oupe Control CHD- 1 CHD-2

(n= 35) (n= 34) (n=32)

o 1.59%0. 18 1.49%0.05*  1.28%0.09“°

o 2.65 %0. 15 2.54%0.16*  2.15%0.19%'

o 4.00%0. 27 3.62%0.21"  2.86%0. 15"

ay 1. 98 £0. 20 1.83%0.11>  1.69%0. 16%¢

a: P<0.05 b: P<0.01, ¢ P< 0.001, compared with control group;
d: P<0.05, e: P<0.01, f: P< 0.001, compared with CHD-1 group.
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Figure 1.
compared with control group; d: P< 0.001, compared with CHD-1 group.
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