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QPLACEZS Fibrosi nella cardiomiopatia ipertrofica

’ ORIGINAL ARTICLE ‘

Myocardial Fibrosis as an Early Manifestation
of Hypertrophic Cardiomyopathy

Table 2. Serum Biomarkers of Collagen Metabolism, Hemodynamic Stress, and Myocardial Injury.*

Mutation-Positive, P Value, Control vs.

Control LVH-Negative Mutation-Positive,
Variable (N=30) (N=39)F LVH-Negative
PICP (ug/liter) 82.16+3.03 107.73+4.65 <0.001

PICP: C-terminal propeptide of type | procollagen
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ECV mean =0.26 ECV mean =0.36 ECV mean =0.41
ANTERIOR LV-RV junction ~(W/0 LGE+segments: 0.4) ECV
. 0.48
0.44
0.40
0.36
0.32
0.28
0.24
0.20
0.16

INFERIOR LV-RV junction
Control G+ /LVH- G+ /LVH+
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PLATFORM OF LABORATORIES FOR ADVANCES IN CARDIAC EXPERIENCE
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Miocardio
preipertrofico L2

L2 ]

Fibrosi focale
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Fibrosi interstiziale nella CMI
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Fibrosi sostitutiva
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QOPLACEZ2  Cause di ischemia nella CMI

1 domanda J, apporto
Ipercontrattilita miocitaria Malattia dei piccoli vasi
Ipertrofia miocardica Ridotta densita capillare
Disfunzione diastolica Ridotta riserva di
Ostruzione all’efflusso perfusione coronarica
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T PLATFORM OF LABORATORIES FOR ADVANCES IN CARDIAC EXPERIENCE

Cause di ischemia nella CMI
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J, apporto

Malattia dei piccoli vasi
Ridotta densita capillare
Ridotta riserva di

perfusione coronarica



QWPLACE22 Aritmogenesi nella cardiomiopatia ipertrofica

Hypertrophied heart

Re-entry
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PLATFORM OF LABORATORIES FOR ADVANCES IN CARDIAC EXPERIENCE

Nonobstructive Group Obstructive Group
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PLATFORM OF LABORATORIES FOR ADVANCES IN CARDIAC EXPERIENCE

LGE e rischio aritmico nella CMI
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Quantitative LGE

(6 SD Technique)
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JAMA | Original Investigation

Predictors of Long-Term Outcomes in Hypertrophic Cardiomyopathy
The NHLBI HCM Registry

The HCMR Investigators

Sudden cardiac death events©

Hazard ratio per

2698 pazienti, tutti con 10-unit change

_ _ Variables (95% Cl)¢ P value 34 SCD

RM e biomarcatori (ma — 43 aritmi
esclusi portatori di ICD!) La'lcqe gadollnléjt? 1.92 (1.55-2.38) <.001 aritmie
Eta 50 anni bl bl B ventricolari non
FUP 6,9 anni LV mass index 1.12(1.04-1.21) .004 fatali

LV ejection fraction 0.68 (0.52-0.89) .004

Log(NTProBNP) 1.39(1.12-1.73) .003

Cindex 0,76
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JAMA | Original Investigation

Predictors of Long-Term Outcomes in Hypertrophic Cardiomyopathy
The NHLBI HCM Registry

The HCMR Investigators

Late gadolinium enhancement
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Scar architecture and arrhythmias
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QPLACE?2 Scar architecture and arrhythmias

1.0 4

58 pazienti sottoposti ad
impianto di ICD 084

Eta 44114 anni E
HCM Risk-SCD: 5,3+3,2% . .
26% end stage %04_ \—“”—‘ p<0.001
E 0.2 1
0.0 4
Cl) 2l0 4IO 6'0 8'O 10'O 1ZIO
Time (Months)
Number at risk
-+ 31 25 16 12 7 6 4
-+ 27 18 13 12 8 3 2

—— No Border Zone Channels —— Border Zone Channels
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Scar architecture and arrhythmias

410 pazienti

Eta 52+17 anni

26 (6,3%) LVEF<50%

298 (72,6%) LGE+

140 (47,0%) BZ channels+
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PLATFORM OF LABORATORIES FOR ADVANCES IN CARDIAC EXPERIENCE
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