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Relationship between Adiponectin, Myeloperoxidase and Coronary Slow Flow
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Abstract ;
(APN) and medullary peroxidase (MPO). [ Methods] The study population were consisted of 50 SCF patients and 50 normal controls,

[Objective] To investigate the correlation of coronary slow flow (CSF) between the plasma levels of adiponectin

without coronary artery stenosis by coronary angiography (CAG) . Coronary flow rates were documented by TIMI frame count (TFC).
Plasma levels of adiponectin(APN) , myeloperoxidase (MPO) and other blood biochemical index were obtained in all participants, and
analysis of the difference between the two groups, logistic regression analysis was used to screen the risk factors of coronary slow flow.
[Results] MPO levels of the CSF patients were significantly higher (93.70 + 37.75 vs 26.76 + 6.20 ng/mL, P < 0.001), but the APN
concentrations were lower than control group (4.06 £ 0.20 vs 8.78 + 0.75 mg/mL,P < 0.001), there difference was statistically
significant (P < 0.05) ; Logistic regression analysis show that high plasma MPO levels (OR = 1.23,P = 0.001), and low concentrations
of APN were related to CSF (OR =0.92, P =0.040).

coronary slow flow, can be used as a predictive indicator of coronary slow flow.

[Conclusion] The levels of plasma MPO and APN were closely related to
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Table 1 Clinical features, laboratory characteristics and
TIMI frame counts of the study population

(n=50,x%s)

CSF patients  Controls
(n=50) (n=50)

Characteristics

Clinical features
Age/years 56.7+6.6 555+7.7 0401
Gender (female/male)  29/21 27/23 0.694

SBP/mmHg 125+ 18 13114 0.061
DBP/mmHg 752 +82 77.7+6.4 0.085
Smoking History (cases) 12 13 0.819
Diabetes mellitus(cases) 8 7 0.780
BMI /(kg/m?) 24.1+3.1 249+3.7 0.232

Laboratory examinations
TG/ (mmol/L)
TC/(mmol/L)
HDL-c¢/(mmol/L)
LDL-c/(mmol/L)

1.64 £0.75 1.52+0.48 0.349
4.64 £0.95 4.95+0.88 0.093
1.13£0.17 1.08 £ 0.14 0.163
2.85+0.60 2.95+0.51 0.373

FPG/(mmol/L) 5.61 £0.36 5.50 +0.31 0.074
WBC/10° L 6.69 + 1.34 6.05 +2.03 0.282
UA/(pmol/L) 35658 249+ 48 0.008
MPO/ (ng/ml.) 93.7+37.8 26.8+6.2 <0.001
APN/(mg/mlL) 4.06 +0.20 8.78 +0.75 <0.001

Correct TIMI frame 551119 21.7+£2.6 <0.001

Drug therapy[ (n(% ))

B-block 14(28) 11(22) 0.472
ACEI/ARB 6(12) 9(18) 0.314
CCB 5(10) 7(14) 0.537
Statins 9(18) 6(12) 0.435

TC:Total cholesterol ; HDL—c ; High density lipoprotein cholesterol ;
LDL —c:Low density lipoprotein cholesterol ; WBC; White blood cell
count ; FPG: Fasting plasma glucose ; UA ; Uric acid ; SBP; Systolic blood
pressure ; DBP ; Diastolic blood pressure ; ACEI ; angiotensin —converting
enzyme inhibitors; ARBs: angiotensin receptor blocking agents; CCB:

calcium channel blockers.
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Table 2 Logistic regression analysis of CSF influencing

factors
B S.E. OR 95%Cl P
MPO 0.21 0.06 1.23 1.09-1.39  0.001
APN —-0.08 0.04 0.92 0.86-1.00  0.040

MPO : myeloperoxidase; APN: adiponectine
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