What are the value of clinical factors for genetic testing utility in infantile developmental and epileptic encephalopathies ?
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RESULTS

Table 2 . Univariate and multivariate analysis

OBJECTIVE

Table 1. Predefined clinical factors for genetic testing

In patients with infantile DEEs Among the clinical parameters, six predominant

To identify the predictive value of evidence-based

predictors were defined for a negative/positive result of

pre-defined clinical factors for genetic testing results In
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