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A B S B 2T R (2010 4R 7)) P v 22 s
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AP ELA W B, BESUH T AR DI BRAR A AT A (3) 1 -
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N DR ZBURFR 10 % IERARARE 2 6 ~ 12 h, FAR AR
AR E 6 ~48 he FEEREIER IR NE,, IR
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FETARIC DNA, JE A7 748 1 B 4% . B ATIRA 48— M AR
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o XTIE R AR A, 7 5 T AR 48 BOA I fu E 2H U
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HHF RAFHH] L& S
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— PRI T 35, 32 B2 Sanger W 7, HLELAR JRUHLR HEAT
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(2) DRI 22 it PCR 3 (real-time PCR) . 38 1o 46l 5
ot SEHT W PCR s 3 #E AT it #2 . & T real-time PCR [
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