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[ Abstract] Background Monocyte/high—density lipoprotein cholesterol ratio ( MHR ) is a recently found new
inflammatory marker, which is closely related to oxidative stress and inflammatory response in the human body. At present, it
has been confirmed that MHR elevation is correlated with the pathological process and poor prognosis as well as cardiovascular
events in patients with coronary heart disease ( CHD ) . Hyperuricemia participates in the inflammatory response and theoretically
enhances MHR, thus accelerating the progression of coronary atherosclerosis, but relevant studies are rare. Objective To
analyze the abnormal changes of MHR in CHD patients complicated with hyperuricemia and to explore the correlation between
MHR and coronary stenosis severity in CHD patients. Methods 1 337 patients with coronary angiography—confirmed CHD were
recruited from the First Affiliated Hospital of USTC from June 2017 to June 2018, and were compared to 204 healthy physical
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examinees ( control group ) enrolled during the same period from the hospital. General data and laboratory indices in the control
group were compared to those of CHD patients with normal uric acid ( normal uric acid group, n=1019) and CHD patients
with hyperuricemia ( hyperuricemia group, n=318) , and were compared to those of CHD patients with coronary angiography-
detected mild coronary stenosis ( mild stenosis group, 7n=507) , moderate coronary stenosis ( moderate stenosis group,
n=482) and severe coronary stenosis ( severe stenosis group, n=348 ) . Pearson correlation analysis was used to analyze the
correlation between MHR and the degree of coronary stenosis in CHD patients. Multivariate Logistic regression analysis was used
to analyze the influencing factors of the severity of coronary stenosis in CHD patients. Results The average LDL-C and MHR
levels in the control group were significantly lower than those in hyperuricemia and normal uric acid groups ( P<0.05) , the
average MHR in normal uric acid group was significantly lower than that in hyperuricemia group ( P<0.05) . The average levels
of LDL~C, uric acid and MHR in control group were significantly lower than those in the three coronary stenosis groups( P<0.05 ).
Compared with severe stenosis group, the percentages of diabetics, former or current smokers and average levels of LDL-C and
MHR in moderate stenosis group were significantly lower, and were even more lower in mild stenosis group ( P<0.05) . Pearson
correlation analysis showed that, there was a positive correlation between MHR and degree of coronary stenosis in CHD patients
(r=0.826, P<0.001 ) .Multivariate Logistic regression analysis showed that, LDL-C ( OR=3.228, 95%CI (1.374, 7.588) ]
and MHR [ OR=3.597, 95%CI ( 1.024, 12.634) ] were the influencing factors of the degree of coronary stenosis in patients
with CHD ( P<0.05) .Conclusion MHR is elevated in patients with CHD complicated with hyperuricemia, which influences

the severity of coronary stenosis in CHD patients, and has a positive association with it.
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Table 1 Comparison of general data and laboratory indices in control group, normal uric acid group and hyperuricemia group

23] %L PE5 AR MRS BRI WA o2 ~ LDL-C MHR
(%1 %) (xxs, %) (n (%)) (n (%)) (n (%))  (xs, mmol/L) (x=5)
XTREEH 204 132/72 62.0+11.8 - - - 1.32+0.57 0.33 +0.07
PRI IE 4l 1019 662/357 65.7+82 571 (56.0) 217 (21.3) 341 (33.5) 1.77 £ 0.52" 0.51 0.09"
FRBRINGES 318 202/116 66.4+7.9 215 (65.5) 69 (21.7) 103 (32.4) 1.73 +0.49" 0.85£0.16™
F(x*) 0.222° 1.159 1.893" 0.005" 0.027" 63.995 1775.084
P 0.895 0.314 0.169 0.945 0.869 <0.001 <0.001
TE: LDL-C= % BSR4 I [ B, MHR= SN S 2 AR R I B A, — Sy SR s o X s S0 HRAL AR, "P<0.05;
LIRMIEH A HE, P<0.05
T2 OMHIRAL, RS, PP 2R P 2 2 — MR ORE RN S B0 A A A FE A LA
Table 2 Comparison of general data and laboratory indices in control group, mild, moderate and severe stenosis groups
ZH 53] % 5] ~ AR MRS IR L W I sl LDL-C (xxs, JRIR (xzxs, MHR
(F14) (x=xs, (n (%) ) (n(%) ) (n(%) ) mmol/L ) wmol/L) (x+s)
Xof M2 204 132/72  62.0+11.8 - - - 1.32+0.57 261 +92 0.33 +0.07
REMAEA 507 326/181 632+114 291 (57.4) 63 (124) 105 (20.7) 1.46 £0.31" 355 72" 0.49 £0.12"
RIS 482 317/165 63.7£9.9 287 (59.5) 99 (205)° 152 (315)°  1.51+043" 360 75" 0.75+0.14"
WEEH 348 221/127 641105 208 (654) 124 (35.6) “ 187 (53.7)“  1.77+0.39"" 361+£70"  0.92+0.13"
F(x*)ME 0.490" 1.810 1.443" 15.737° 24.789" 63.379 98.828 1391.977
Pl 0.921 0.143 0.486 <0.001 <0.001 <0.001 <0.001 <0.001

TE: - NTCHIEAR; N x s SXTEAIE, "P<0.05; SRIEMRAAH LA, P<0.05; HHERAEHLE, 'P<0.05
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coronary lesions in patients with coronary heart disease
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Table 3 Multivariate Logistic regression analysis on influencing factors of

the severity of coronary stenosis in patients with coronary heart disease

iy B SE Waldy* i PIA OR (95%CI)
A 0231 0183 1,593 0091 1260 (0880, 1.803)
RIS 0229 0187 1499 0075 1257 (0.872, 1.814)
BREET 0031 0293 0.011 0098 1031 (0581, 1832)
W 0246 0518 0.226 0093 1279 (0463, 3.530)
R 0581 0.65 0.794 0475 1788 (0498, 6.417)
LDL-C LIT2 0436 7226 0020 3208 (1374, 7.588)
MHR 1280 0641 3.988 0037 3597 (1.024, 12.634)
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