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A F e 279 Z2RES} AARIAZ FAE toggle switch[3]1E 3}
o] Aol AAstE e nHd o, AR 2L} Zopd 2 S HASAE 2
83 2719 =2 RE S} Al At glow Hoh gy AlEe F E HAE] ¢
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3. Intein #} protein splicing
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