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[Abstract] Objective To investigate the impact of nicorandil on coronary microcirculation dysfunction and myocar—
dial perfusion reserve in patients with obstructive coronary heart discase (OCHD).Methods A total of 178 patients with
OCHD admitted to our hospital from January 2022 to December 2024 were selected and divided into two groups, with 89 ca—
ses in each group. The control group received conventional basic treatment, while the study group received nicorandil in addi—
tion to the treatment given to the control group. The differences in clinical efficacy, coronary microcirculation dysfunction, my—
ocardial perfusion reserve, cardiac function, and adverse reactions between the two groups were compared.Results  The clini—
cal efficacy of the study group was significantly higher than that of the control group (v’ =4.773,P <0.05). Repeated-measures
analysis revealed significant time, between—group, and interaction effects for distal coronary pressure (Pd), index of microcircu—
latory resistance (IMR), myocardial blood flow, blood flow velocity, transmural myocardial perfusion reserve index (transmural
MPRI), peak myocardial signal intensity, maximum upslope rate of first-pass perfusion, N-terminal pro-B-type natriuretic pep—
tide (NT-proBNP), creatine kinase-MB (CK-MB), and cardiac troponin I (¢cTnl) in both groups (P <0.05). For the time to peak
of first-pass perfusion, significant time and interaction effects were observed in both groups (P <0.05). After the intervention,

the time to peak of first-pass perfusion, Pd, IMR, NT-proBNP, CK-MB, and cTnl were significantly reduced, while the trans—
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mural MPRI, peak myocardial signal intensity, maximum upslope rate of first-pass perfusion, myocardial blood flow, and

blood flow velocity were significantly increased. The magnitude of these changes was greater in the study group than in the
control group ¢ =12.968, 26.790, 108.735, 91.296, 146.835, 426.022, 42.097, 121.478, 36.722, 56.127, 14.070, respectively; P <

0.05). No statistically significant difference was observed in the incidence of adverse reactions between the two groups (X° =

0.097, P>0.05).Conclusion Nicorandil has a significant therapeutic effect on patients with OCHD. It can effectively improve

coronary microcirculation dysfunction, enhance myocardial perfusion reserve, reduce the levels of myocardial injury markers,

and does not increase the incidence of adverse reactions during the treatment process, demonstrating good safety.

[Key words] Obstructive coronary heart disease; Nicorandil; Coronary microcirculation dysfunction; Myocardial per—

fusion reserve; Cardiac function; Therapeutic effect
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Tab.1 Comparison of baseline clinical data between the two groups of patients with obstructive coronary heart disease
(n=89) (n=89) t/x? P
(% 43(48.31) 39(43.82) 0.362 0.548
46( 51.69) 50( 56.18)
(xxs ) 56.01+8.91 55.64+9.24 0.273 0.786
(xxs ) 4.28+0.62 4.30+0.63 0.240 0.811
(% 31(34.83) 30(33.71) 0.091 0.763
33(37.08) 31(34.83)
25(28.09) 28( 31.46)
( x+s) (%) 69.13+5.24 68.22+6.54 1.018 0.310
('ml) 129.54+24.82 127.57+26.25 0.513 0.608
(g) 89.71+16.89 90.89+15.49 0.486 0.628
(% 41(46.07) 39( 43.82) 0.088 0.767
23(25.84) 2(24.72)
25(28.09) 28( 31.46)
(%) I 25( 28.09) 23(25.84) 0.076 0.783
I 35(39.33) 38(42.70)
i 29(32.58) 28( 31.46)
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Tab.2 Comparison of clinical efficacy between the two groups of

patients with obstructive coronary heart disease

89 30(33.71)  45(50.56)  14(15.73) 75(84.27)
89  35(39.33)  49(55.06) 5(5.62)  84(94.38)
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2 NT-proBNP .CK-MB . cTnl
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Tab.5 Comparison of cardiac function indices between the two N
groups of patients with obstructive coronary heart disease 10%
before and after treatment 89 20% ~30%
NT-proBNP CK-MB cTnl
(ng/L) (U/L) (pg/L)
211.54+22.66  74.85+11.34 0.77+0.11
(n=289) 105.43+11.74  43.23+5.41 0.57+0.09 ~
213.66+20.56  75.29+10.66 0.76+0.10 10441 .
(n=89) 89.66+10.24  34.83+3.66 0.32+0.07 .
t/P 60.046/<0.001 30.706/<0.001 20.000/<0.001 ' B
t/P 70.176/<0.001 39.277/<0.001 44.200/<0.001 ;
t/P 91.296/<0.001 146.835/<0.001 426.022/<0.001 :
3 2 ((ws)

Tab.3 Comparison of coronary microcirculation dysfunction indices between the two groups of patients with obstructive coronary heart

disease before and after treatment

Pd( mmHg) IMR (ml *min™" « g7") (em/s)
76.58+17.83 57.11+£10.38 8.28+1.18 0.63+0.12
(n=289) 67.51£14.36 44.73+£9.70 10.40£1.29 0.72+0.10
75.68+18.57 56.76£11.53 8.23+1.47 0.64+0.10
(n=289) 55.86+15.65 30.42+8.57 12.59+2.44 0.78+0.12
t/P 4.980/<0.001 11.698/<0.001 13.294/<0.001 8.000/<0.001
t/P 10.878/<0.001 24.873/<0.001 27.275/<0.001 12.727/<0.001
t/P 26.790/<0.001 108.735/<0.001 56.127/<0.001 14.070/<0.001
4 2 (x+s)

Tab.4 Comparison of myocardial perfusion reserve indices between the two groups of patients with obstructive coronary heart disease before

and after treatment

(s) MPRI (%) (%)
4.88+1.41 1.44+0.40 20.73+£5.68 25.12+4.53

(n=289) 3.19+£1.02 1.86+0.47 28.66+6.19 33.69+6.74
5.01+1.21 1.41+0.39 20.28+5.34 24.64+4.30

(n=89) 2.73+0.62 2.34+0.52 39.13+6.48 39.42+5.86

t/P 12.649/<0.001 7.439/<0.001 11.780/<0.001 16.229/<0.001

t/P 17.022/<0.001 16.246/<0.001 28.004/<0.001 28.009/<0.001

t/P 12.968/<0.001 42.097/<0.001 121.478/<0.001 36.722/<0.001
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