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The Biochemical Indicators in Coronary Heart Disease Patients with Unstable Angina of Phlegm-Stasis Binding Syndrome

REN Jianxun, LIU Jianxun, LIN Chengren, XU Li, MIAO Yang, WANG Min

(Xiyuan Hospital , China Academy of Chinese Medical Sciences, Beijing 100091)

ABSTRCAT Objective To observe the characteristic changes of the biochemical indicators related to the pathogenetic process
in coronary heart disease (CHD) patients with unstable angina (UA) of phlegm-stasis binding syndrome. Methods Totally
120 CHD patients with UA were divided into the phlegm-stasis binding group (65 cases) and the qi deficiency with blood stasis
group (55 cases) according to syndrome differentiation. Twenty three healthy persons were chosen as the control group. The
blood pressure, blood Glucose, blood lipid, thyroid function, coagulant function, angiotensin [ (Ang ] ), high sensitivity C-
reactive protein (hs-CRP), homocysteic acid (HCA) and inflammation mediators were observed. Results Comparing with the
qi deficiency with blood stasis group., glycosylated hemoglobin (GHb) , total cholesterol (TC), low density lipoprotein choles-
terol (LDL-C), prothrombin time (PT) and fibrinogen reaction time significantly increased in the phlegm-stasis binding group
(P<C0. 05), but the activated partial thromboplastin time significantly decreased (P<C0. 05). There was no significant differ—
ence in blood lipid, coagulant function, blood Glucose, blood pressure, thyroid function, mediators of inflammation, Ang [ ,
hs-CRP and HCA between the two groups (P>>0, 05). Comparing with the control group. the contents of tumor necrosis fac-
tor-a (TNF-q) and laminin in other groups increased significantly (P<C0. 05), but secreted immunoglobulin A (sIGA) de-
creased significantly (P<C0. 05). Conclusion The disturbance of blood coagulation induced by hyperglycemia and hyperlipi-
demia may be an important pathogenetic process of UA with phlegm-stasis blinding syndrome. Inflammation immune reaction
may play an important role in the pathogenetic process of blood-stasis syndrome.
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1
[Sp) [GD) BP(mmHg,x+5) Glu GHb
C at® (mmol/L,z=+s) (%.xts
65 65 60410 30 30 35 14 25 145. 38420. 34 73 25416, 21 5 36+0. 95 7.28+0. 71%
55 61 84410 44 26 29 10 19 132. 08+21. 63 78 71+09. 72 4. 98+0. 58 5. 99+1 35
, % P<<0. 05
2 (mmol/L,z+5s)
TC TG HDL-C LDL-C Apo-Al Apo-B
65 5 3841 02* 1. 6740. 75 1. 1640 27 3. 570, 79* 1. 3140, 20 0. 92+0. 24
55 4. 70+0. 88 1. 6640. 64 1. 1440, 31 2. 84+0. 83 1. 33+0. 22 0. 88+0. 19
, % P<<0. 05
3 (xts)
FTs3(pg/ml) FT, (pg/mb TSH(pIU/mb T3 (ng/ml) T, (ng/mb
65 2. 57+0. 37 12. 782 02 1. 8140. 41 0. 94+0. 17 88 59417 42
55 2.52£0. 45 11 70£1 60 L 67£0. 89 0. 89+0. 18 85. 90+15. 10
4 (xEs)
(s) % (s) (s) (mmol/D (s)
65 18 22+3 83* 101 33+19. 57 1 1940 11 25. 1441, 03* 10. 8941 24* 3.51+1 24 18 28+1 07
55 12. 85+8 13 94, 29+22. 74 1. 31+0. 15 27. 68+3. 89 8 4342 32 3.04+0. 91 17. 33+ 1. 77
, % P<<0. 05
5 (xEs)
IL-1(ng/mL) TNF-o(ng/mL) Cor(ng/mL) LN(ng/mL) sIgA(pg/mL)
23 0. 14+0. 08 0. 56+£0. 29 193. 17443, 79 76. 4111 84 4. 49+1. 11
65 0.20+0. 11 1L 21+0. 26* 215. 01+£59. 24 92. 58415, 62* 1L 2140 79*
55 0.22+0. 17 1. 05F0. 22* 191 77+44. 03 86. 87+11 84* 1. 1340 32%
, % P<<0. 05
(P<O. 05) D) N 6 I N C
N (x££
(P>0.05), c
3.5 1 (U/L (mg/L) (pmol/L)
5 65 24. 55412 62 5 4743 21 20. 08409, 75
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