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We generated cardiac-specific TRIC-B-KO (cKO) mice and investigated the
function of TRIC-B in the heart. We found that cKO mice die 30-60 weeks of age. To confirm changes
over time in the heart, we performed histopathological analysis at 12-40 weeks of age. We found that

cKO mice had significantly higher blood troponin levels than wild-type mice > 12 weeks of age. cKO
mice also showed marked cardiac fibrosis > 20 weeks of age and increased heart and lung weight > 30
weeks of age. Moreover, cKO mice showed decreased body weight, cardiomyocyte degeneration, and
atrial thrombus at 40 weeks of age. Since these findings indicated heart failure-like pathology,
echocardiographic examination of cardiac contractile function revealed a decrease in cardiac
function after 30 weeks of age. These results suggest that at 12 weeks of age, there is already some
abnormality in cKO cardiomyocytes.
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HR, heart rate: bpm, beats per minute: IVST, intraventricular septal wall thickness: LV, left ventricle; LVEDD, LV end-
diastolic dimension: LVESD, LV end-systolic dimension: LVPWT. LV posterior wall thickness: FS. fractional
shortening: EF, ejection fraction.

*p<0.05, **p<0.01 vs. age-matched wild type (unpaired t-test). Tp<0.05. TTp<0.01 vs. 12wks or 30 wks (paired t-test)
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