The evolving spectrum of LAMA2 related congenital muscular dystrophy (MDC1)
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tion
. AMAZ2 related MD has variable

presentation

Table 1. Characteristics of patients

Age/Gender
Age of onset

Case 1
3.9y/ M
Early infancy

Case 2
TylF
Early infancy

Case 3
6y/F
Early infancy
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Case 4
3y/M
Early infancy

Case 5
1yr/F
Early infancy
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Results Conclusion
-

 MDCI1 typically lies at the severe end of spectrum of
LAMAZ related muscular dystrophy
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Figure 1. MRI Brain T2 weighted Sagittal (1.a) and axial (1.b-d)
Images of case 3 showing bilaterally symmetrical, confluent
Involvement of subcortical (SC), deep and periventricular (PV)
white matter (WM), corpus callosum (CC), midbrain (MB),
pons, thalamus, cerebellar peduncle.
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-Data of five genetically proven CMD1 was

collected

Figure 2. MRI Brain Flair axial (2.a) and sagittal (2.b) images of
case 4 showing asymmetrical, patchy involvement of SC, deep,
and PV WM along with CC involvement

Clinical features, serum CPK levels,

neuroimaging details were collected




