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Chen-Xu %% 2015 ~2016 [ 11.9 20.2 20.0 HE>7.0 mg/dl, %t >5.7 mg/dl
Nagahama %‘?“4: 1997 H#ZA 25.8 34.5 11.6 B >7.0 mg/dl, & >6.0 mg/dl
Lohsoonthorn 213 1999 ~2000 Z[H 10.6 18.4 7.8 Bk >7.0 mg/dl, 1 >6.0 mg/dl

Trifiro 2161 2004 ~2009 EHF 11.9 PR K Bk >360.0 wmol/L, 2Pk >360.0 pmol/L
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Yang %11 2006 HEILARFR 4.2 6.4 2.1 FE=416.0 wmol/L, Z#E=357.0 pmol/L
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Yu %21 2012 ~2013  HpE ZRILA A 10.9 15.0 7.3 PP =10.0 pmol/1, Z#E=9. 0 pmol/1
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