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x  PBS

DHA + DKG DKG

0.1 DTT 20ul

10

100l SnCl, 20 HPO; 900ul

<—._.

Centrifuge ( 10,000 rpm ,4 , 5 min)

)
S

02 26 100ul  C

120wl

“— — —

W

Centrifuge ( 3,000 rpm , 4 ,5 )
Reaction 37 3
H,O 1 ml 1 ml

Centrifuge (3,000 rpm, 4 , 5 min)

“—o— — «—

600 pl

EvaporaYor

e

200 pl

-«

HPLC 10 ul  injection
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