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ABSTRACT

Objective to explore the value of cardiac magnetic resonance DWI sequence in the diagnosis of
myocardial fibrosis in hypertrophic cardiomyopathy by studying the changes of ADC value of
myocardial fibrosis in hypertrophic cardiomyopathy. Methods cardiac magnetic resonance imaging
((CMR)) was performed in 66 patients with clinically diagnosed HCM and 21 normal volunteers
[including cardiac film, DWI, delayed gadolinium contrast enhanced (LGE)]. The changes of ADC values
of the same myocardial segments in patients with HCM and normal volunteers were recorded, and the
enhancement of LGE in the same segments of myocardium was observed. The ADC values of the same
myocardial segments in the HCM group and the normal group were tested by independent sample
t-test, P<0.05.The plasma N-terminal B-type natriuretic peptide (NT-proBNP) was detected for the first
time, and the correlation between ADC value and ADC value was analyzed. Resufts the ADC value of
hypertrophic cardiomyopathy was higher than that of normal group, the difference was statistically
significant, the ADC value of NT-ProBNP elevated group was higher than that of NT-ProBNP normal
group, and the ADC value of LGE positive group was higher than that of LGE negative group, but the
difference was not statistically significant. Conclusion the determination of ADC value of magnetic
resonance DWI sequence has certain clinical value in differential diagnosis of myocardial fibrosis in
hypertrophic cardiomyopathy.
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