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Hemorheological Effects of Abnormal Savda Munziq, as a Traditional
Uighur Medicine, on the Abnormal Savda Rat Model
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Abstract The hemorheological and coagulation effects of Abnormal Savda Munziq (ASM), as an herbal preparation used in Traditional
Uighur Medicine, on the abnormal savda rat model are investigated. The level of whole blood viscosity, plasma viscosity, whole blood
reduced viscosity, erythrocyte aggregation index, deformation index, rigidity index, electrophoresis index, hematocrit, and other indicators
were determined by the LBY -N6B instrument. The level of PT, FIB, TT, and APTT were measured by automated blood coagulation
analyzer. The results are as follows: (1) Compared with control group, the whole blood viscosity (low, moderate, and higher shear rate),
plasma viscosity are significantly higher in the model group (P<0.05); The erythrocyte rigidity index and erythrocyte deformability index
decrease significantly (P<0.05); The thrombin time shortens and FIB increases significantly (P<0.01 respectively); The erythrocyte
aggregation index difference is not remarkable (P>0.05); (2) Compared with model group, for the medicine intervention group, whole blood
viscosity with low shear rate, whole blood viscosity with moderate shear rate, and whole blood reduced viscosity with moderate and higher
shear rate are lower than those in the control group and natural recovery group (P<0.05), respectively; The erythrocyte rigidity index and

erythrocyte deformability index increase significantly (P<0.05); The thrombin time shorten could be effectively controlled in the medicine
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intervention group (P<0.01). The result indicates that the ASM could effectively control the blood hyperviscosity and dysfunction of blood

coagulation of abnormal savda syndrome rat model.

Keywords abnormal savda munziq; rat model; hemorheology; coagulation
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Table 1 Changes of whole blood viscosity related values in the groups (x5)

YL S MBS (uPa-s) _ MORBBEEIER o ren ot
o ] A %
SHXTRA0 B) 4.451+0.795 5.689+1.412 11.587+2.573 0.995+0.028 44.700+2.669
FERIZH (15 H) 5.000+0.429* 6.273+0.678" 12.433+2.232" 1.127+0.026" 47.500+8.241
25T (12 B) 3.982+0.3724% 5.185+0.54244% 9421+1.7074 1.030+0.0242% 46.270+3.936
FISRIKE A (15 H) 4.460+0.667 5.779+0.8377 10.794+1.641 1.118+0.023 46.360+1.598
F1E 6.651 3.979 8.138 6.368 0.633
Py 0.001 0.013 0.009 0.001 0.597

E L RAE A F b B st AR P<O.0S A S5 H Y FRAMmIL P<0.05S . AAS BT Raink P<0.01; %4 T, XS g Rk A Ak
P<0.05.
Notes: The model group is compared with control group P<0.05%, compared with medicine intervention group P<0.05 A, P<0.01 A A; The medicine

intervention group is compared with to natural recovery group P<0.05 .
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Table 2 Changes of whole blood reduced viscosity related values in the groups (xzs)

1L 34 )5 % B (mPa-s)

25 K sh w0 o o
25 U HRA (10 ) 20.950+3.280 10.472+2.196 7.708+1.471
RALZH (15 H) 23.587+5.134° 11.020+1.909 8.289+1.254"
YT (12 H) 20.085+3.524 8.960+0.9534* 6.369+0.700~*
HARR 2 (15 H) 22.095+5.576 10.083+1.725 7.240+1.414
F 1 3518 3.396 5.614
P1H 0.022 0.025 0.002

E. O LA AR ¢ 5 B AT ZEAR L P<0.05. A 5 2 T T AR I P<0.05. A A5 T IRAA I P<0.0]; B4 T IRM, K S A RKR A MRk

P<0.05,

Notes: The model group is compared with control group P<0.05%, compared with medicine intervention group P<0.05 A, P<0.01 A A; The medicine

intervention group is compared with natural recovery group P<0.05 3.
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Table 3 Changes of red blood cell function values in the groups (x+s)

2 21240 i T P i 0 R 0 A0 A B A RS R B AR B BT T
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25 AR IEZH (10 H) 2.597+0.326 7.748+1.288 1.006+0.856 5.809+0.666
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FAd 1.534 4.422 2.998 2.217
Pia 0.28 0.008 0.04 0.099

E R R RAEA A B R A B AR L P<0.05 A 5 T IR AR P<0.05 A AL 24T a4 P<O.0L; B T IA K 5 8 Rk

P<0.05,

Notes: The model group is compared with control group P<0.05%, compared with medicine intervention group P<0.05 A, P<0.01 A A; The medicine

intervention group is compared with natural recovery group P<0.05 .
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Table 4 Changes of coagulation index in the grops (x+s)

2153 K sl L 101252 VEE o P SR ) /s 1003 U5 L 1 /s TP B 1 TG A () /s B A5 (g L)
235 (% HE4E (10 H) 9.730+0.250 74.870+4.219 17.520+1.008 2.515+0.166
A (15 H) 9.670+0.271 61.400+4.633" 17.160+0.611 12.446+0.318"
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F 1Y 1.603 21.186 1.782 2.626
P1H 0.201 0.000 0.163 0.043

E O B RARR 4 ek 5 E T RALAR I P<0.01. AL B FIMAR P<0.05. A A 5% F AR P<0.01; BT, XS BRI A M4

W P<0.05,

Notes: The model group is compared with control group P<0.01%*, compared with medicine intervention group P<0.05 A, P<0.01 A A; The medicine

intervention group is compared with natural recovery group P<0.05 3.
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