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%2 Apo E Gene Frequencies in Japanese, German
and American Populations

Apo E Japanese Germans Americans
e (n=100) (n=1031) (n=61)
Yamamura and Yamamoto | Utermann |Zannis and Breslow
&4 0.090 0.150 0.11
&3 0.845 0.773 0.72
&2 0.065 0.077 0.17
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