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SEZ Hdk g 35 E DUSH6 7 0 BL HDLC 7K1 PR AR A #5514
kO BB, BE Al HDLC %35 Tt sy, IF IS IR B K ) As A0
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PRI A SE Ry o N BRI ek /b 3R IR EE A IV i T
i HDLC 7K, Jf 257Kk, & F #T 7+ HDLC 1A 3
2. SEAARTT A AR 1938 JT HF, HDLC 2P It 5 5 e
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