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Clinical application: late gadolinium enhancement cardiac magnetic resonance imaging in hypertrophic cardiomyopathy 11U
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[Abstract] Objective: Qualitative and quantitative methods of 3. 0T cardiac magnetic resonance imaging (CMRD late
gadolinium enhancement (LGE) sequences were used to assess the relationship between myocardial LGE and clinical mani-
festations.,left ventricular structure and function in patients with hypertrophic cardiomyopathy (HCM). Methods: The clini-
cal data and CMRI data of 121 HCM patients were collected from January 2014 to July 2016 in West China Hospital. The
clinical data of patients including gender,age, the existence of heart palpitations, chest tightness, chest pain,dyspnea,synco-
pe,heart murmur and the grade of heart function according to the New York Heart Function Assessment (NYHA). Left
ventricular maximum wall thickness (LVMWT) was analyzed on the CMR images. Cardiac function analysis software was
used to measure the data and the CMRI parameters including end diastolic volume (EDV) ,end systolic volume (ESV) ,ejec-
tion fraction (EF),stroke volume (SV) of left (LV) and right ventricular (RV) and the left ventricular myocardial mass
(LVMM) were obtained. According to the analysis method for left ventricular wall in 17 segments of the American Heart
Association (ACR) ,the 2057 myocardial segments among 121 patients were evaluated. The position of LGE was confirmed.
The differences between LGE(+) group and LGE (—) group in clinical and CMRI parameters were compared.and the re-
lationship between number of myocardial LGE segment and LVMWT as well as cardiac function was evaluated. Results; A-
mong the 121 HCM cases,91 cases were LGE(+) ,accounting for 75.2% (91/121); LGE(+) segment number was 456,
accounting for 22. 2% (456/2057) ,with average number of (3.77=£3. 45) ; the most common section with LGE(+) was 2,
followed by section 8,accounting for 11. 6% (53/456) and 11. 4% (52/456) respectively. In LGE(+) group, 70 cases
showed localized enhancement,accounting for 76. 9% (70/91) ;21 cases showed diffuse enhancement,accounting for 23. 1%
(21/91). Compared with LGE(—) group,in the LGE(-+) group the patients were younger,with less chest pain and thicker
LVMWT [(48.59414.80) vs (58.93412.79) years old,22. 0% vs 27.3%,(2.4240.64) vs (2.05=£0. 37)cm;all P<<
0.05]. The number of LGE (+) segments was positively correlated with LVMWT, NYHA, LVMM and LVESV (r=
0.437,0.544,0. 267 and 0. 245; P=0. 000,0. 000,0. 003 and 0. 007, respectively) ,and the number of LGE(+) segments
was negatively correlated with the age of the patient, LVEF and RVEF (r= —0. 231, —0. 244 and —0. 184; P=0. 011,
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0. 007 and 0. 043, respectively). Conclusion;: LGE was able to be qualitatively and quantitatively detected in HCM patients
with 3. 0T CMRI. The patients with LGE(+) were younger and had fewer chest pain,but their NYHA were higher. The
thicker the LVMWT or the higher the NYHA, the more LGE segments would be. With the increase of the number of LGE

segments, LVMM and LVESYV increased in patients with HCM,and left and right ventricular systolic function decreased.
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