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o BAEe] ghgelE BTeka AHESRE o1l Zlelrt,
ke Faeokale] AHg

HAGE Giaxdo] FuiA A5 BRAE AdH F] HA H Haigel Fasgh d3E sk Aol ¢EXl AdEelA
ek GrekA|e] Aol FQsltk ol tigh X8 VFe R W A7t A7) s WAs A eung o A7)E
o we oFa Aelo] 7|50 ¥lejetal AT} (Table 1)'7.

T 2R 171 9 27] (A o3 >60ml/min) Al7]ol] GamokA] A Oﬂ gk & Algke glom HAjg dgzdo]
A A4S W 9 A AAsitta Ak vEgs]el fRieidts]e] WAk AgsEe] A 9 met-
formin AFES AxlH o= Hsta, AEd(FE E74) oY} sulfonylurea(7Fd A2 E&= glitazone(AIF M) E F
Thhe AL 9o f” o e AFEtAs wE A ndde] FA7E IS w 7)o ARgshE AS 9Fow gt
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o= gt} ofof] wha v A3 37]- 57] (AFHAl o7 <60 ml/min), £3] 5T ﬁx}oﬂ/ﬂ HAG Fxdo] gk
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2 o o] Aol M) Hago] FHAste] AdEe] YFEE STMAXITE 53] o2k 9 11 e At A 53] F
o7} a3t} o] A7|9] AReHEE

O <l BEuEAA (insulin secretagogues)

Sulfonylreas. YAt sulfonylureats™ AFESHA] &= o] WFolt). 24 kA2 glibenclamide (glyburide)”} b
oA AkslEo] 3714 A=A % 4—hydoxy—glicenclamide (—15%9] &= 7)) 7F Ao wjAdEr] wjio] F2o|7}
Z a3t} Glipizided gliclazide= FFIA tiAF Eo] HlwA QBdsHAl AHEE 4= St} Glimepiride® A Al =4 oAl
=4 F ohvbe aWoE widEy] wite] AT o] irk

Glinides. Wt719} ZH&AIZe] ol Ad™e] $3lo] At} 53] 25 ddzdd Agsi AT 5710 Adde] 42 Ao
A vk drkERe] dF- 9 SAskE R dRTF AvoR widEoR Hew AlAS Sxjol|A Fo7F FAEHH, nate-
glinidet= AgE<] 9184o] 9o, th2 rapaglinide$} mitiglinide”} 223 Sxfollr] A8 4= 9k

i

Table 1. 37 €3 733tA

oF T A 2 oaAd 28 Ul v (%) Thgd A5 gkxp
Metformin 217 90% A&
Rosiglitazone 7k <1% LHFxd da gloy ALE A 9
Pioglitazone 7k <1%
Glyburide 7y, g Edo] A% A 50% FAHEA |F0E, AHE Al 9

<5% ZZ7Z
Glipizide 2, GAAEA 217 WA 60% A=A ZH-g Ao Fol &% xd e glF (A9 eks)

<10% &2
Glimepiride 2 G EA 217w 60% SHEH |HLH AR A Y

<1% E&E3#
Acarbose 7 <2%

LF0E, M Al 9

Miglitol A1 90%
Repaglinide 7k <10% AHgEA
Nateglinide 7t EAAEA] A% wiA 83% S9xd 48 g

16% =2 SFAE, AR Al T4
XE4; parent compound, A E4; active compound
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Incretin—based Q1&d FHIEZA. GLP-1 +&A A&A (agonist) 2k DPP—IV 2FeHAI7F olont, 213 Shajo) 4] 9]
bl teie= A77F fivk GLP—1 AZAIQ] exenatide™ A17o= widg o ARgo] ﬂl@fﬁltﬂ, DPP—IV ZeHAIQ
sitagliptine AHo g vjdE o g ALE Al 3747 QFIC)

@ %" 2= (insulin sensitizer)

Biguanides. 7F4 &3+ 3zg oz 4317 Zol7 9l o™, metformine lactic acidosis® oz = gt} Al7)so] 7+Aa
SRt o) SAjelA] Ao R WA EE metformin®] AR FARERIO| A= H 7)ol

Thiazolidinediones. Rosiglitazone¥} pioglitazone2 A17)%5 74 Ao L3Fxdo] wlz Ag e Aoz deAch
e A AFERs Aze FEREo] o] 4AlFAe] = 4l 7% A8 A= w54 FEoth 1e|ER ARG ot
[tk

a—glucosidase inhibitors. Acabose®} voglibosex™ 557} <Y, miglitol 50%°lA <%t} dubd oz Zoj|A
Aot 21Ag SAollA fstoiA| A= G

L Eo
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o] A7]9] 2123} gkx}o 1 FH AFES BRI ditF o oA Fof H QlEde Ao R wdEy] ulie] <
o] 855 £ daU) vk PladiedslolAlE AFEAl Tl 10—50 ml/min®l 25%54 S, AFA Age] <10

ml/minol+= 50% 9 7S AR, A7} 9= (self—monitoring) S YF oz &3 @3} o] BxE= HbAlc
<7.0% b, A&EBE 2RI 71 QNG 18] 7|0 R Skl (lantus T NPH), 2% B 24 F-A1%ke] of

© =
ispro Xi= aspart) A3} %x7] €30 2= 18 Y= 0.5 [U/kgl®, 28 @l A$ol= 0.25

F e AEAS (i :
[U/kg o & A&t (Table 2). 53] 2005 K/DOQI Z]?j]oﬂ ofat @7] 421FA EAoME QlEde] ARE-S pAe® Het
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Table 2. @NF4 FAAA A 7@ d&d

z5 ZgINAl AR H 3 ZEAIZE 2h-g A &A| 7k AEA &2

=34 Reduced dose by when GFR
Regular 30—60 min 2—3 hr 8—10 hr is 10—50 ml/min, and by 50%
Lispro (Humalog) 5—15 min 30—90 min 4—6 hr when GFR is <10 ml/min
Aapart (NovoLog) 5—15 min 30—90 min 4—6 hr

A 44 Reduced dose by when GFR
Neutral protamine Hageton (NPH) 2—4 hr 4—10 hr 12—18 hr is 10-50 ml/min, and by 50%
Glargine (Lantus) 3—4 hr None 20—24 hr when GFR is <10 ml/min
Detemir (Levemir) 3—4 hr 3—14 hr 6—12(19.9) hr

Al &y Reduced dose by when GFR

70/30 human mix 30—60 min 3—12 hr 12—18 hr is 10—50 ml/min, and by 50%

70/30 aspart mix 5—15 min 30—90 min 12—-18 hr when GFR is <10 ml/min

70/30 lispro mix 5—15 min 30—90 min 12—18 hr
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