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Comprehensive genetic analysis of sudden unexplained death syndrome cases using
a next-generation sequencing
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The purpose of our study is to explore the cause and manner of sudden
unexplained death syndrome (SUDS). Recent studies on the genetic analysis of SUDS cases have
targeted the major channelopathy-associated genes.

We selected the SUDS cases in a series of autopsy cases of Japanese subjects and performed the
pathological examination and gene analysis. As a result, we showed that hereditary heart diseases
other than channelopathy may also be a significant cause of SUDS. In addition, a combined
ngBological and genetic evaluation may provide a reliable diagnosis of hereditary heart disease for

cases.

We believe that our studies will lead to not only the evaluation of the cause of death but the
prevention of SUDS.
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Autopsy cases n=1265
(from Aug.2007 to Dec.2014)

Selected for this study subjects between the ages of 18 and S0years (276 cases).

This study excluded the following case:

(1) The causes of deaths were explained by autopsy or forensic laboratory
findings.

(2) Toxicological test reveal lethal intoxication.

(3) The congenital heart disease, myocardial infarct, myocarditis, hypertrophic
cardiomyopathy, arrhythmogenic right ventricular cardiomyopathy, significant
coronary artery narrowing (more than 70% cross-sectional diameter at one or
more major epicardial coronary artery), or coronary artery anomalies (origin
and course) were observed.

SUDS cases
Age;19-50y
n=25
I 1
Possible pathology SADS
n=9 n=16
Finding:
+ILVH (n=1)
-FaRV (n=5)
. OC (n=4)

- Conduction system fibrosis (n=3)

ILVH, Idiopathic left ventricular hypertraphy; FaRV, fatty replacement of right ventricle; OC, cbesity

SUDS
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