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Fig. 1 Typical oclular features and pedigree Sanger sequencing of the HIDEA syndrome patient with P4 HTM gene variants

(c. 300dupG/p. Glyl03Argfs % 22 and c. 488C>T/p. Alal63Val)
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Tab. 1  Clinical features of HIDEA syndrome caused by P4 HTM gene variants
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