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%2 PEG-IFN RE5ELEEER

FEHY BkE5E T Al g FBITE Genotype YAIAE
1 45 g/ ;] 34 1b 410
2 45 g/ 2] 61 2a 820
3 90 u g/8 3 43 1b 860
4 90 ug/B = 60 1b 220
% 3 PEG-IFN 5 OBRERKR
- WwBC Hb Plt P T-Bil ALT BUN Cr CRP
YiE
uL g/dL 104/uL  g/dL mg/dL u/L mg/dL mg/dL mg/dL
1 6280 19 8.3 74 0.3 47 105 14 0.08
2 4520 1.2 99 75 0.4 42 75.7 8.7 0.04
3 4890 10.8 12 6.5 0.3 12 82 13.4 0.05
4 8580 9.2 30.9 6.4 0.1 10 53.4 8.3 0.06
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