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The influence of Danqi Capsule on platelet aggregation function”
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Abstract : Objective
Methods

To study the effect of Dangi Capsule on platelet function in healthy people.
32 healthy volunteers were randomly divided into blank control group (placebo),low dose, high
dose and ultrahigh dose group and medicines were taken orally consecutively in one week, three times per day.
Fasting venous blood was measured for complete blood count, coagulation test, biochemical test and platelet
maximum aggregation rate (MA) induced by adenosine diphosphate (ADP), epinephrine (EPI), arachidonic
acid(AA) and ristomycin (RIS),after 1 week medication. Results After 1 week medication, there were no
statistically significant differences in complete blood count test,coagulation test and biochemical test among
three dose groups(P >>0. 05). The maximum platelet aggregation rate induced by ADP and EPI in the high-
dose group and the ultra-high-dose group decreased compared with the blank control group,and the difference
was statistically significant(P <C0. 05). Conclusion Dangi Capsule inhibit platelet aggregation and it may in-
hibit common pathway of ADP and EPI induced platelet aggregation.
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1 R# 1 ARRAERRELERILE (2 L5)

W H 25 [ X IR 41 IR a4 1o 7 A 8 e ) k4
RBC(X10"/L) 4.68+0.55 4,640, 48 4.7820.63 4.79240.51
Hb(g/L) 142.40%15. 70 141.80215. 90 145. 30418, 30 144. 90215, 00
WBC(X 107 /L) 5.40+1.17 5.36+1.10 5.6540.72 5.5140. 64
PLT(X10"/L) 225.80+39. 60 211.60+57. 90 243.40+52. 40 224.104+41. 00
PDW ({L) 14,201, 80 13.204:2.10 13.8041. 30 15. 0042, 60
MPV (L) 11.50+0. 80 11.10+1. 00 11.4040. 70 12.0041. 30
P-LCR(%) 37.3046. 10 32.7047. 90 36.105. 60 41.20+10. 00
PCT(%) 0.26+0.04 0.194+0.03 0.2720.05 0.2620.03
PT(s) 11.67+0.78 11.402+0. 59 11.4140. 50 11.734:0. 90
APTT(s) 28.14+3.07 28.41+2.69 27.49+1. 54 29.35+3.05
TT(s) 18.2741. 26 18.434-0. 85 19. 4640, 36 18.1842. 24
FIB(g/L) 2.3540.73 2.35+0.52 2.2820. 24 2.42740.99
TB(pmol/L) 11.88+5.69 12,604, 87 13,6344, 27 14.53+4.72
DB(pmol/L) 4.43%2.10 4,4741.59 4.81%1.61 5.05+1. 66
AST(1U/L) 20. 5445, 88 19. 4445, 23 17.884:2.80 18.1344.52
ALTU/L) 16.084:7. 48 16.3248.15 15.2545. 99 14.2543.77
BUN(mmol/L) 4.23+1.20 4.04+1.16 4.124+1.08 4.56+1.19
CREA(pmol/L) 75.02415. 86 72.29417.95 72.73413. 45 75.96417.08
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g1 Rz5 1 RS EEMRELERILE (T L5)
i [/ 25 6 IR IR 4k 21 o 0 Ak 2 i g ) Ak 4
TG(mmol/L) 0.75+0.23 0.7 16 0.87+0.40 0.72+0. 22
CHOL(mmol/L) 3.930.45 3.87+0.45 4.0240.53 4.300. 49
HDL-C(mmol/L) 1.58=+0. 33 1.47=+0. 24 1.540. 25 1.5740. 28
LDL-C(mmol/L) 2.10+0. 44 2.21+0. 44 2.18+0.59 2.64+0.37

®2 Bz 1 ARARESFEEE MA LB (X%, L)

i H 25 1 % B {4 A i i 30 e 2
AA(1. 0 mmol/L) 81.38+5. 31 77.00+38. 38 70.50+28. 66 67.00£9. 89
RIS(1. 2 mg/mL) 78.8647.69 82.38+5.15 82.6747.78 86.0046. 57
ADP(5. 0 pmol/L) 68.38+11. 22 67.50+18. 87 40.63+£13.15" 44.50£21.13"
EPI(10. 0 pmol/L) 68.86+7.06 62.63+21.92 38.25479.38" 41.87+25.91"
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