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[Abstract] Objective To study the detection rate and clinical features of familial hypercholesteremia (FH)

in young patients under age of 40 with acute myocardial infarction (AMI). Methods AMI patients (n=678, average
age=35.5 + 4.2) were chosen from Beijing Anzhen Hospital from Jan. 1, 2012 to Aug. 31, 2015. The clinical data
was collected and scored according to the standard of Dutch Lipid Clinical Network (DLCN). The patients were

divided in possible FH group and non-FH group. The detection rate and clinical features of possible FH were
analyzed. Results The detection rate of possible FH was 28.31% (192/678) and detection rate of definite/probable
FH was 3.83% (26/678) in AMI patients. The possible FH group had earlier onset age of AMI than non—FH group
[(35.0 +£4.22) year—old vs. (35.7 £ 4.22) year—old, P=0.076], and percentage of family history of cardiovascular
disease was higher (all P<0.05) and incidence rate of multi—vessel lesions was higher (P<0.05) in possible FH

group. The level of LDL-C was higher in possible FH group than that in non-FH group (P<0.05) whether the

patients were treated with lipid—lowering therapy or not. Conclusion The percentage of possible FH incidence and

coronary lesion severity are higher in AMI patients under age of 40.
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TG ( mmol/L) 253+2.06 2.52+238 0.062 0.950
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LDL-C ( mmol/L) 370+ 120 2.57+0.69 1321 0.000
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LVEDD (mm) 50.79 £5.04 51.48 +19.1 0.477
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