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A EQ AA (Sulfonylureas)
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Hlqtoll =+ 195039 A= o,
¥ 2 vl(phenformin)3} Y-E ¥ & vl(butformin) %
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GIP)e] A% f2l& AASlL enteroglucagon %k

L8 Z7MA7)Ed, GIPE AR ARl Ao
gl FAAe) gestE 7 ASE enteroglucagon
2 3y A9 ®eEtE F5 ASE W
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JedvlE] Fu ‘%XMIAM desy
O
TLE ¥l 1"*5121 °-‘- EH A8}
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sulfonylurea

biguanide
alpha-glucosidase inhibitor
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| 82| Zxd ¢34 XL 7
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£3) ALEE JAATI} Bo o Fo)7 uh
sulfonylureas+biguanide
sulfonylureas+insulin
sulfonylureas+alpha-glucosidase inhibitor

=3 A43T JADTE B2 9L Y
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biguanide + alpha-glucosidase inhibitor
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alpha-glucosidase inhibitor + insulin
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Z] &elalo} 3} (X 5)
¥ 5. WEXEnl A8 F7|F
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e. e
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4 9 9 ARA
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43t ¥ F58 AdAA AF 83 SUHE o
A, U¥ §47) A9 BrHEe o
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iz BRHS F4 % At olFolal
o} welr Aled¥EE TUERE o,
AEGE dor|z] o}, 2 A3 AM <€
B 0% ol et AAA o
A2 AztEct G| Hxr} A3 ¢
o olxaln|oEA Guw Fxjeja AL

o] fE 4ol YA Hgo) Hoi,
%_8.&_11]94 22} A X Y, HELAAN al
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22 2550mg¥ 33 AlARAEE
—'—i'r%-:lq' 25-F 100mg¥ 332 EdF AF 1
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.E., g, SYIR|E, SYIFYH =
o8 7 e ASdE o AE244)
2 WRolE B} g Ae2 2A 3o
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o]sl2 Zradtx] oL w WEX=xize] W
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L AEQ4R LTZRTAICH X
PIFFZAGA AT QLIS
Fdeld T4 o] 200ngdLolstoln A

Eszah el 2ol Fesie A
A4 142 29 F Qe G5Ee] 50%e]
A A4S e Adeuw TR A
22 AGA JANE 15302 & HE
F2YYE BrgdlAE #2 5 gz A% o
T e SdngdlAx 2XE 4 gl

2] e F L}OI, Al%, °§°&f‘e}£}l, Sl
g AZlER 7, o 2R 7, J9E
oF=e B4, AAN Y S5 d=29] &S
ZH8A1RY, diAbEE, FEE T3l 5o 93
E, ¥ 5= Lsloiof A ofH A7
s AlFsteizte 7 FHA4EFTEH A
Aslol ¥e] A9} PaE R B3
25 A2 AA3| FFslefol et
TN N dERLA F S22
3}o] = (Diabinese®)7} A)|FEZ Je=d 244
AEL A FHME Aolrt floy ¥
W o] 2ZEE 3EE e ‘2}%4-4 FEAE
°o] Wet =¥ ol 2L o FE AR, A
JEFETH ¢ AT M%‘—Z?—— 4o 5
ow, kR AFAZke] Aol A¥e) HY
°of ez Frp HESLA F FEARIe]
vlny 3] FRezean|es) g es
AEge] WA hsAdol vl ol 604 )4
o] kglolu Aakgade] dAA] 4L BAtAE

Agaa] e dof ol rEe dEg s

A7} el chAtE]e] wjdEER A% 7%
ofA) o= AHE-3FA] ¢deto} 31, GliquidoneS A
23 djFRe] dEo| S T wdslEs
A1 715 Ao R | k. AFS-3}A] = o] ZFr}. o]
2o 24 DEQA4AZH E Aol glon,
gliclazidel ¥37}stata-old 48 3 FA,
a2 4ol B4 5 oARe 9T AR
o} ol &7 Qleks 9 Ras} gk

WEZERE *‘71 Aol 5 1) gk @
27l dEeyes ALE 4 Qo & AF F
7he] BRgo] glo] vl AEAN B P
B 3hz}ol| Al ARE Fbesb, AEQAAE g
Aol A3 A HgMegw Fodt 4 gich

ophust FH Yeko] 200mgdLolstel F5-
Yapast P BE FIT S glon, obd
A F2 8 "tstaddd o) FEF
EFE g9z 28 o YFages A3l

Mz2Z gg2dsHH|

1. §lT}22|L| =(Repaglinide) 2t Zaim x|
= (Glimepiride)

N2e YERLAT ABITYUSE me
A4 A2z hede] Bolsl A4 3 Lpre-
meal treatment)oll §-8-5}c}t. FHFeEE 4
Eo4A4 AW 27 F90t "8 dE8
2AI% 2, & dEQ LA vlE] A¥
A pagel g & AddAL ATP
dependent K* channeldl] djgF Zdto] & HEQ
AARc} ol ATFHIFA BAAAoZ o]
U g€383-S JAEe AR ¥, 1
FYZd o0 pAue wAE A FEt
e NSeol=s) vissh), ANG NEsb B

2 24 Aze] E whech

k

2. E|o}&EE|ClYiC|2(Thiazolidinediones)

1080530 ol F @iy ARAZA A2 AL
A obAl Fhed HolEYutle A%e oA
e %Y ARHel Y& AN EHE
depdgich olBe sl

gl Z7}A|(Insulin sen-
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sitize) 2 &) Al Zl e} (ciglitazone), I & F
¢ e} E(pioglitazone), N2 2] €}E(englitazone) U
A2 ALY =22 eE(roglitazon) Fol
t}. olF 4E9 i AdeA ded A
o] 4, I =9 AAHEY 4 HF £
dAel a9 2YE FAzdEe) 2oE
Hqcl olF EZZEEL Jded Eu)d:=
e olAx) gewd 2 P TAZD P

Jded THA7) ) Z8slo] Jdegd LS I
RARLEA SR HEm Ao TAsY
A ooled HIAAE AR GFEER A
A3 AAAHE 9zl AAE3) 2A

E 6. N2 7T 89 7}slA

1. el=¥Y %57}A| (Insulin sensitizer)
12 °}§?—] t} )t} (Thiazolidinediones)
3] 2 = 2]elE (Pioglitazone)
AlZele}£ (Ciglitazone)
A2 2}l (Englitazone)
2. o=y 24 7314 (Insulinotropic agents)
E 7 23 e}E (Troglitazone)
Ze 99 e) = (Glipepiride)
3. ded #8]EA4 (Insulin secretagogue)
dl gZ2) Y = (Repaglinide)
#dgeld XA (Phenylalanine derivatives)
4. 7)€}
A st oA
A4 (Vanadate), E2]H9l (Molybdenum)
e}l o=’ &3 A5A)

AAemFe 8He AEAN Y Fu

3. X|gbsb AbsE XN M| (Fatty acid oxidation
inhibitors)

=SUEY gxy IRl A= AAER

T dAI3lE Jdedy =g
BAa2 ¥F zAake]l FUhsHA s, Sk
A Ak 7o) FANE SR8 3 —,f‘l A |
o] =it} Y3 e XM nicotinic acid) §X%.H|
9l Acipiomox+= e e|EY dw] Il A
271 w2 AuabE A gla 354 €9

1o

4, 2EI|2Y HE|= 1 (Glucagon-like peptide
1 G

= 5712k el 1S AFF I (progluca-
gon)94 zzte 2 35-Ae] enteroglucagon pro-
ducing cellsZ2F¥ Fo|HE ode=dl 24 st
% 2 E(insulinotropic hormone)e|c}. AJA}S GLP-1
o dF Fx7t SUkste ded B¥E A
s Eoh ekelaba S2e) GLP1S Q&Y
Ty 2xy 3z e’ FEE X
23712 SR $Eozd W 234 53
.

o
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o
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5. A4166, oLt
derivative)

S £ &l (Phenylalanine

dddeid FEAQ Adle6= A2-g <l
gl Fu|=A A (insulin secretagogue) 2 Levys

Aol Adl669) 13] Tl QlER Hlv}
Hetgm, APGe 2deka) gowA T

e paAZed, 4% ¥ 45E o
stelvkn R astsich

2 > o & rlo

6. 7| El
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AGE A FAelR, vhavie, guh-of
oA ADA @ A s oA
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AEAAN DT WS HAA7)



— ERBERE  H 17 & 1998 —
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g
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