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ST, 1963 A CI-INH O KB TH D Z EAHA LM SN Y, 2O K 5 ICHAE 1TV
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2) WHLE DAER

HALE ISR C 5 & MR, R, &, mH, TR EoEkeiE 4, 8
AT LIE LIRZL . APEREIE & L COBRINMKEIZ/R D Z 03D D, JEE CT OB SR
AT, I8 ORBEDEREEZ RO D, ZVEORE . ABRC T B NBYEDER & L TR,
MRZ I TWAZENRZ2HY . ZNLRZEPENSREOUE DL Bbivs,
3) MEREHDAER

WETH DR IE N A U 2 E BEOERN & 5, MRIHIZIEIC L 5 E B2 DT Hs S
NTBYVEBRBLETHD, BRICEDL R TY, HEFREE, BIUK, FREDL, FRNT
o, BRELIHL 25, MRNEESCEE L R EOSEIERIEREET 5, HAE &
D 50%IE—ED D H—FEIIMERIEFIE 2 R T 5 & STV D %, MREEFEIEA I — i X 724
BN ITRH 7 e LS B & 72 %
4) ZOOERAL D TEIE
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Thn ", TooAT vy 11 ZFEREGSE (ARB), DPP-4 HEIE, 7o o7 v Vs
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