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H T, BTN B B 9 ZFPs J& B We-
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PO EEY) . Lin 25009 GOK Z AR N T 2 BUEF
RILFNEIT ST . AT FH R 0 kOR T 1 5
4L E— gRNA Fl Cas9 FE &M ERXHAS
A HBV /NRA R, & BT HBsAg K F i 3 %
X, HBV 25 K FFEAE 20% ~60% ., Zhen %07
W& B E HBsAg 4ifi% X 1) CRISPR/Cas9 &4t
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