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4. Diseases currently mass screened in Japan and their economic parameters

Total annual Total annual Number Total numbers Cost needed

cost in Japan cost in Japan needed to of newbom to screen
Disease (Yen)1) ($)2) screen3)  patients /year in ($)
Phenyketoneuria (PKU) 333,240,000 3,029,455 81,000 14.8 204,488
Mayple syrup urine disease 256,820,000 2,334,727 471,600 25 817,548
Homocystinemia 264,090,000 2,400,818 176,000 6.8 352,120
Galcosemia 220,330,000 2,003,000 40,100 299 66,934
Congenital hypothyroidism 771,270,000 7,011,545 5,300 226.4 30,968
Congenital aderenal hyperplasia 1,018,850,000 9,262,273 17.600 68.2 135,847
Neurobiastoma 1,435,190,000 13,047,182 7,100 169.0 77,196

1) The total cost used was reported in 1993 by the Misnistry of Health and Welfare

2) Rate: 110 yen = 1 dollar

3) Prevalence is reported in the Ministry of Health and Welfare of Japan (1996)
4) Total numbers of newborns delivered annually in Japan was assumed as 1,200,000
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