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TH can modulate myocardial injury via non genomic
action
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TH can modulate myocardial injury via non genomic action
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TH limits apoptosis
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Translational implications of non genomic

action of TH
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TH improves cardiac haemodynamics
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TH limits the extent of

myocardial injury

Troponin release
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TH- genomic action

Cell membrane

Nucleus

Sarcoplasmic
reticulum

f-adrencreceptor AT1 ATZ
Receptor Receptor

Pantos C ....... Cokkinos DV, Basic Res Cardiol, 2003



o-MHC/
B-MHC

TRal
Mol Endocrinol, 2005
TRa
TR B
angiogenesis
TRB
Makino A,

Endocrinology, 2009

/ Kv K* channels

» HCN K* channels

TH genomic action — TH nuclear receptors (TRs)
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Nature has already ‘used’ TH for
tissue remodeling

TH and bioengineering
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Thyroid hormone is a regulator of stress response
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Thyroid hormone is a regulator of stress response
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Thyroid hormone is a regulator of stress response
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Postischemic LV remodeling : The concept of
fetal repogramming
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TRs and remodeling
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TH SWITCHES PATHOLOGICAL HYPERTROPHY TO
PHYSIOLOGICAL HYPERTROPHY

Normal Heart

S

l THYROID
HORMONE

Post-infarcted heart

Early phase (non-treated)

TRal(<>) TRRL(L)
a-MHC ({) B-
MHC()

EF% (V)
WTIH(T)  SI(L)

Compensated phase scar

TRal (1) TRB1(V )

a-MHC () B-
MHC()
EF% (1)
WTI (<) SI({)
scar

Decompensated phase
TRal (V) TRB1 (V) TRal (1) TRBL(«>
a-MHC () B- a-MHC (1) B- MHC(
MHC(™ 1) EF% (1)
EF% (L) WTI (<) Sl (<)

WTH(T) S L)




TH AND CARDIAC GEOMETRY
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118 The Open Cardiovascular Medicine Journal, 2009, Yolume 3 Vijay Sharma
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CARDIAC GEOMETRY
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CARDIAC GEOMETRY
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Translational implications of TH actions

T3 administration in pts with AMI
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Cell models of pathological ( PE) and physiological
(Clenbuterol ) growth
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Cell models of pathological ( PE) and physiological (T3)

growth
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T3 is superior to CLEN
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