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FT011 IMPROVES HEART FUNCTION AND PREVENTS FIBROSIS IN EXPERIMENTAL MYOCARDIAL INFARCTION
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Objective: The pathological deposition of excess collagen remote from the site of infarction is a key contributor to heart failure in patients with coronary artery disease. We evaluated the role of the novel antifibrotic drug, FT011 (Fibrotech Therapeutics Pty Ltd, Melbourne, Australia) in preventing fibrosis and preserving heart function in the experimental post-MI setting.

Methods: Forty male SD rats underwent LAD ligation or sham surgery, and were then randomized to receive treatment with either FT011 (200mg/kg/day) or vehicle a week post surgery for four weeks. Prior to tissue collection, animals underwent echocardiography and cardiac catheterization. Total and sub-type collagens deposition were assessed by picrosirius red and immunohistochemistry staining, respectively.

Results: MI rats were of comparable infarct size. FT011 treated MI rats had significantly less remodelling along with improvement of heart function when compared with vehicle treated MI rats (Table).

	Group
	Fractional area change (%)
	E:A ratio
	Deceleration time (m/s)
	PRSW slope (mmHg)
	Collagen I (%/area)
	Collagen III (%/area)

	Sham
	66.40(1.52
	2.45(0.17
	34.75(1.49
	72.77(6.70
	2.77(0.38
	2.72(0.46

	MI+Vehicle
	27.56(1.18**
	3.46(0.52*
	50.09(1.78*
	53.49(4.66*
	7.22(0.69*
	6.81(0.78*

	MI+FT011
	42.69( 2.27#
	2.00(0.26#
	38.64(1.18#
	65.15(3.04#
	2.04(0.26#
	3.96(0.59#


 *P <0.05 and **P <0.01 versus sham, #P<0.05 versus vehicle treated MI rats

Conclusion: Directly targeting reactive pathological fibrosis with FT011 improves systolic and diastolic function following experimental MI. 

