Investigating the B-Adrenergic Response in a TNNC1 14M Mouse
Model of Dilated Cardiomyopathy
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present to markedly attenuate or reverse left ventricle (LV) remodeling in patients
with heart failure and LV dilation2. Both WT and mice with the 14M mutation were
shown to be affected by the B-adrenergic drug, dobutamine. This is indicated by the
results and response that was recorded during echocardiography. The indication of
the drugs 1onotropic effect on both groups gives Insight to its effect and proper

Table 1: Numerical values of In vivo echocardiography of control (left panel) and
1AM mice (right panel) pre and 5 minutes post-injection with 0.75 mg/kg
Dobutamine. Values represent mean +S.E.M. for 8 control and 7 14M +/- mice with
Dobutamine. P-values vs. pre-injection using a two-way ANOVA analysis with
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Figure 3. Echocardiography of control and 14M mice pre and 5 minutes post-injection
with 0.75 mg/kg Dobutamine A. Heart Rate (HR). B. Stoke volume. C. Fractional
Shortening. D. Ejection Fraction. Values represent mean +S.E.M. for 8 control and 7 14M
+/- mice with Dobutamine. P-values vs. pre-injection using a two-way ANOVA analysis
with Sidak's multiple comparisons test.

Figure 2. A. Pre-drug conventional M-mode representative image of WT mice B. Post-drug M-
mode representative image of WT mice
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