#e=L C-19
HEMREHBEMRARBRES

ERE2 14 5H 7 HEULE

HEiER - EBmME (0)

FFZSEAR : 2007 ~2008

EREES 0 19590144

MERESL (F1X)

INGRRIEIZ S 1T B ENEE N R D ET & 7 D EWREORIREE O FA~DIGH
MAEREL (EX)

Analysis of first-pass effect in small intestinal mucosa and its application to
prediction of drug absorption behavior after oral administration
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Fig. 1 Significant correlation between in-vivo dissolution
and cecum-arriving time
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Fig. 2 Prediction of plasma concentration—time profile of
cephalexin after oral administration.
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