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Abstract Objective: To study the relationship between myocardial blood flow reserve and left ventricular remodeling
index (LVRI) and left ventricular mass index (LVMI) in patients with hypertrophic cardiomyopathy (HCM). Methods: A
total of 98 patients with HCM were collected as the study group, and 98 healthy people were selected as the control group.
The basic data and clinical data of two groups were collected, the resting conventional echocardiography and myocardial
contrast echocardiography ( MCE) images and the exercise conventional echocardiography and peak MCE images were
obtained, and the ratio of Ax after exercise load to Ax3 at rest (the myocardial blood flow reserve value) was calculated and
analyzed. Pearson method was used to analyze the relationship between myocardial blood flow reserve and LVRI and LVMI.
Results: In the study group, 478 of 490 segments of interventricular septum were clearly developed, including 143 non-hy-
pertrophic segments and 335 hypertrophic segments. In the control group, 479 of 490 segments of interventricular septum
were clearly developed. In the study group, the number of patients with New York Heart Function Classification (NY-HA)
grade II, chest tightness, medication, calcium channel blockers and beta blockers was significantly greater than that in the
control group (all P < 0.05). The left ventricular end-systolic diameter ( LVESD) , left ventricular end-systolic volume
(LVESV), left ventricular end-diastolic diameter (LVEDD) , left ventricular output end-diastolic volume (LVEDV) , left
ventricular ejection fraction (LVEF) , stroke output (SV) and the ratio of E peak to A peak of mitral diastolic blood flow
(E/A) in the study group were significantly lower than those in the control group. The left ventricular posterior wall thick-
ness (LVPWD) , end-diastolic interventricular septum thickness (IVST), LVMI and LVRI levels in the study group were
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significantly higher than those in the control group (P < 0.05). The values of MCE parameters A, and A x 8 in the study
group were significantly lower than those in the control group at rest and under load. Under load, the MCE parameters A,
and A x 3 of the hypertrophic segment in the study group were significantly lower than those in the non-hypertrophic segment
(P < 0.05). There were 48 patients with abnormal myocardial perfusion in exercise load state and 32 patients with abnormal
myocardial perfusion in rest state, and the difference between the two groups was statistically significant (¢ =5.407, P =
0.020). The myocardial blood flow reserve in the study group was significantly lower than that in the control group [ (2.69
£0.12) vs (3.07 £0.22), t= 15.011, P < 0.001]. The myocardial blood flow reserve in the study group was negatively
correlated with LVRI and LVMI (P < 0.05). Conclusion: The decrease of myocardial blood flow reserve in patients with
hypertrophic cardiomyopathy will lead to the increase of LVMI and LVRI and induce left ventricular remodeling.
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