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1988'd Reaven©] & HA &4 5 F T (insulin resistance syndrome)] 7dE A3
A F AMARez Aol Zr3tn U} AEVAFHZSEIFL A E3
(metabolic syndrome), X 3% T(syndrome X)°|&t1x 3}H, Q&
AEAEF, WFsHoll(impaired glucose tolerance)?} 28 TR (UE
=4), o] AR A8 Z(dyslipidemia), 1EY 5 L#e] AL YA E3]
3l1, o] BT FA7 35 (atherosclerosis)?] Y @AAEE BHAA FEA
S ZT ZgTolge Aot
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3 R Z@fﬁ‘&i ﬁ:ﬁ-?}, UKPDS(United Kingdom Prospective Diabetes
Y FasoA HEQ A (sulfonylurea)l} AEd o2 10dF
vAEH FHFS JUUA FEARoY dEH TS
Ha“ggt oguidde #AE Holxl E3Qith wid gidd dWFol vMEd &
SHTE ARl 7]t H&o] 708) o]idolEtE AR BeHe X5yt d9xd
oAt 2ol gFAAME <k HY AETA HHAAE NAA7IE 2871 FAl
AgElojo} k= g AlALSTH
A F¥Y XBdv 2A8H, £F8F, dEQ LA, v]Fol = (biguanide)
A FE, a-glucosidase AAA, A& Fo] o]&HL Jon, L B sEo
3 22 ATFE E3] meglitinide AW thiazolidinedione 7] °FE, ZH&A}7to] thek
& Aded Fol MEE Yl HEHa ot
£ FoAe Yol yds Fud AlRdte b4 FEd iy FEr)Ha F
TS =8, FxQ Fe A wet HEdEd As8HREY AH5)S Adst
T Aol BuzHEe 2L HFAL HluA )
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QA&d F4] FXA (Insulin Secretagogues)

AAelolA Aede Hu]lE XX, arginine, leucine T3 2
GIP, secretin, cholecystokinin 53} &2 S E2&| o8 =ddrh
3
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Z7tl digd  AXEe #ZA5A 243 proinsulin® insulin A
3 #7159 #gart Hlez Fastth o33 ds %
of g 0 AXEe S VML Jedd 4T BHE M7 EF

olojol gt}
1. 4 E 2 A A (sulfonylurea)
© #4714

HAEQLAE JE€d BY FAAY 7FF dizdd FEoly, A% 0 Alx %9
9] &Aoo A ATP-IEAH ZESEZE HATLEN HMIY Cav9 =8
F7HAA Aded EHIGEE AXLR olFg FXso Jdgd BHE FIHAUC
gy o] FEL e EHle F7HAIIAR 23 dig 0 AEY FEA
2 Z7MA71A Btk & Uil e RHle ASsAN dedd dAde
dgL FA geoh g Frwo] IPHS A 0 AEIF FITFE A H
i aAe adteE 71dsty] o1¥A doh
At &FEZ chlorpropamide, tolazamide, tolbutamide 5©] ©] 8% 32
, A2l 28 4EZ gliclazide, glimepiride, glipizide, glyburide 5 ©] 7}2% o] o]

—

FEEFo] A gdiioﬂ’ﬂ HlaA] o E *458-’\74]0“ H]H g5 Jdedy
c-peptide 2] 7} W& Bo} 9] & T(extrapancreatic effect)”} AEE & F Ut
@ #34%

dEQAA S M AEgol, 53] ZgA|Zto] 11 oA A7

E=1 o ol

BollA ARgAlOl AsHAl Uetd ¢ JdeBR FoE adth AFIE A A
g o, AA FFFol e W, £3& HAMN, AB7IT AsA wol FEHH,
As FEs AF BT A AT ALTe] AL AL 7 e o
A8t e Utk

o © e

— 116 —



59l BA $HES AT g
asgo obde el BE = oixv} Bos oz o e AT

Zdgsictn Az

diEEe] HdEQ2AT oA thalEo AFoR sjdEy] g ) Folu
ANA71 52 Aot Futd @l Me FJ5 sk AELLANE AMSSE Bl
oAlA 2rrel EFELHE ALET o AFFT/NE T3 B 5 ded o EF U
8 ¥ 4 dEso vepdrh

FH HIode AEQ2ATL AEHEA HAE FFo digd @] FET 9
T} O'Keefe 52 HAE LAY AdAA N g APAHE Fristds dELLAE
A% 0 NEAA ATP &N ZEBZE ADFozy PGS AW, 427
ZE& 2 ZETRE AUToZN AFPAY Y& JdFE F F v 3
Ak F, FEAHAA AT ZEFE/ AGHE AS o] 2AHD AZ
Mol WYyt FrtgtE otk AEQAAE E3 FAFEHLo] Qo FH
H4g Addds Rik glon, 4% e HEH HAFAS] e &
A E
ZQ
-}

2. Meglitinide
O #4714

Meglitinide 3 FAEE2 AE24A FEAYGE thE F&8A ZPTOoEH
A G AEY ATP & ZETZE APdd Jded BHE 3% R 3
Ql FE 2 & repaglinide®} nateglinide”} 7@ o] JAbo] A} &E 1 Q).

Meglitinide A9 °FE2 FF7F ME D, FgAI7to] FolA] 8 <o &Y
HE 3, W2A HolA tirlEe] dF oz widEEs 53 X Im Qloh
ghAl il AAF Aot 2Aate}l g BEEEke, 27t HERe fd: AY
o] A% nYEFE AYUAA FaATE FHol At

EF =8k} o] AgHEo] EFANAY T8 AF2E metforming A
|42 + gl 19 e T afHoz ARE £ A2v, metformin®l Y
thiazolidinedione A& *}&I WEAY Jdedd EFAEE M55t

S ygoll = HA repaglinide?} nateglinide’t YAA A glon s
Aol A AFEE F S Aoz HArh

28 A

@ Fz4

AEFH ATF7HE FE FAENAY, AT HEQaAd v 173 o=
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Ve AFAYL 28 FuHy FE Hdol22 Ag5E degd AZAY A
Z2HE 93 Ao gt dEQ2AY Jedde g Jded AFAH A
Ae 8F Jed $EE @30, 8923 ¥nh opyg oA dEF, 18%, A
AR BAHE Sz Qo] vk wepr] TxzAqA & HIe Ta
N7le FE9 Mg 2 A7 JAHT e, @A metformin Z& H| oY
= (biguanides)Zl %FE 3} thiazolidinedione®] 7N o] ALEE 1 Q)

1. H]F o} = (Biguanides)
© %8713

Metformin biguanides] %E=ZA o}z A% A&7 HE WA UA A,
O 7)Hes A YoM 2Ho 2 e vi/ld EET o] F(insulin-stimulated
glucose uptake) Z7}, B4 7hl T=F A4 22, AA Tx39 FY FF #A
So] AAF dov, h ZFAA(gluconeogenesis) AAE BT T L= A4

AAEZFA7) 71 Fo 7|HezE AZ4Ea drt Metforming 328

93} AeVEE
g w3t w3 dn, A% AEd Brel A 9B FA Lo A&A

A g dEdMe a7t floh
7539 e 2% FmH AE WHALER AR
a3HE ¥lug UKPDSS @7 Z3E EW metformin F
d T FHE o] 32% AU, T
F AU EC] 36% HAdE a3 dEEUAGL Fo.
Metformin XA AL /MMM 7= &= o @3 F4A%, VLDL, LDL &
A2HE FEE 250, 48 dTdXE HDL SH2HE 58 xdtds EX
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Metformin®] 7} FQ3% E28L2 F4F AE F(lactic acidosis)o|® ©]E o|Hl3}7)
At A7% Fol, £8A4 AR, T2, ¢I3E TH, MY AMARFo] FHHE
BAEE APE3ER] wolok gk ES A HFo| AU, FAdor He Af, WA
ZRAE AHEoF st BE HES dA FUHor 3, 25Ude JdEdE F
o8t @3S ZHg o Foh

e Jgg & AR 4B SO AL, AE&RZ FE FE5A4 4T FY
28714 238l Y& F AUtk AAFH LR AA3] g7} e 18FE Al
| A 237A Tl AE F JoeBE Ve FF 500mglZE A3l
M A8 FEFsfol gt}

2. Thiazolidinediones

o #4714
Thiazolidinedione2 Ql&d HIAHL ZAA7 = F&L e A= sAdd okEol
). o] ¢FEL2 { MR AAKtranscription)E FE 3= 348 Al (peroxisome proliferator-

activated receptor- U, PPAR-(7)ol] Z}&-3tt} PPAR- O S8 A WA E (adipocyte)dl] A
7ha o] B E AT 1 el gl 7ZAFA ZHGAE 2% HHIE AoB O
#HA vk o] FEA e agoniste ALAEY £35 FXsn HHHez &
FHENA A&EH HFAHE A A7t} Thiazolidinedione L2z A o] <ed 7
FAE NAGlE 2EYEGT A4l 52 AN

19979 A S22 troglitazoneo] 7§ o] AM&3IR o HEA o] 2% oo b
oM LS RAME AG Pl AT B9t lo] 2000 Abgo] F
@At A rosiglitazone(Avandia)®  pioglitazone(Actos)©] Mx g on
troglitazone ¥} ZL 7FEAL ol ¢l Aoz dadxd ot A7 AR AR
o] 1o F-z&ol Uit Frte AdAHolh walr nFe] FDANME ol GEL

Al

AT Y RBVIHeE W% E HAEIEE Axstn Aok Rosiglitazonedt
pioglitazone A} 28 FuH AFAM @52 EE HAZ QA A, metformin, £
edHe] BFagoz 52U U

Thiazolidinedione> #3& #4A7le &% 9o €3 LDL Fd£HE3 HDL
ZALHE FEE 4T AT FHALE 10-15% = FaAde Ro=
dHA deut dAAHYA FEAHLS ofF ¥R @&gor, o8 dFvin AdFx

Ta Aol ®ol: Ytk
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QA 7]eFk vk} Zo] troglitazoned A HZEQ HEA LR A HAAMAZHOE A}
£o] T A, rosiglitazone ™} pioglitazone> 9] 3} B W3} 7,}7]% Fol 7} }ol
7h gle A2 Bauso Jrh AT Fof AFE U W5 HAT Bast
t}.

Thiazolidinedione X 873 Fo| 1-22Kg A=) AFZ7te @4 724 2 &
}aok 57 TxEF 5 Holt A= ¥3A Jou AR5 Fde e

o2 Hu=d Qo AT PP FAe] AsAY HHFo] e ASE F
]i o} At} Thiazolidinedione> TH QMO Z FAA] AHEFL FedlA geo

oX
ko

N

g53E FF YA A (a-glucosidase inhibitor)
o FE7A

238 | @585 Balole eld3 A9 amylase®t ] a-glucosidase”} U
on, a -glucomdase\_ 2% Hubol A oligosaccharide® YT F o2 EA7|= A4
olthy. o] EAE HJASE a-glucosidase JAAE AT HAl 9 @FFdE9 F
TFE AAANA HF 9 2 A&l As S FaAA Feue N2Ea90E JE
jul=

HA a-glucosidase A A Z = acarbose(Glucobay), voglibose(Basen), miglitol 5°]
Aol o] &H1 9t Acarboses HAAE  FHEE pseudotetrasaccharide©] ™,
vogliboset= valiolamine F+E=A 24 o] F <Al v]AEA FE2HAL, miglitol

FARAI,

oyl
P
>
N
v

FdE 78 B2 B4z, 4 ’S_/"} Sol™, ol& oligosaccharideZt £&] % =]
=
5]

wEed, 2%02 Agael WY FIHE L8
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Diag;

nosis of type 2

diabetes mellitus

v

Diet and exercise
for 1 month

Inadequate response ?
(FPG > 140 mg/d! ;
HbAlc > 8 %)

Yes

No

v

Drug therapy
required

v

Continue nonpharmacological

Treatment

v

v

Usual first-line therapies : Alternative first-line therapies :
1. insulin iesistance, overweight 1. Postprandial hyperglycaemia: acarbose
patient or dyslipidaemia : 2. Insulin resistance or renal impairment :
metformin thiazolidinedione
2. insulinopenic or 3. Erratic meals, renal impairment :
lean patient : repaglinide
sulphonylurea 4. Very symptomatic presentation :
Insuiin
-

(FPG < 120 mg/dl, HbAlc < 7 %)

Is monotherapy adequate ?

Yes

+ continue
- Monitor patient

— 123 —

Combination therapy :

1. Not controlled on a sulphonylurea
alone : add metformin or
thiazolidinedione
2. Not controlled on metformin alone
. add repaglinide

Is combination therapy adequate?
(FPG < 120 mg/dl, HbAlc < 7 %)

l Yes

- Monitor patient

- continue




Consider

1. specialist referral

2. adding bedtime insulin
or a third oral agent

L

3. switchliggpeditsafityoe 4
updiiCofed 36 maldingr]

diabetes mellitus
PP2hr > 200 mg/dl)

add an oral drug)

ag 1. vlF YalAF Methodist QoA A&F 28 Fxo A5 =Y

v

Diet and exer

cise for 1 month J

v

1 d

2

Y
€

(FP(; Eobdurg/dl or HbAlc 2)7.5 %)

nonpharmatological

treatment

No

v

Yes

c-peptide
Kitt < 1.1 ng/dl 1.1-1.7ng/dl 2 1.7 ng/dl
2 2.5 %/min Insulin SU Diet & Exercise
. . SU +
< 2.5 %/min Insulin + Met Met/TZD Met/TZD

Alternate therapy

1. Postprandial

hyperglycemia:
acarbose or repaglinide

2. Very symptomatic

presentation:

—1
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I > Re-evaluation

1. c-peptide & insulin resistance
2. life style (diet, exercise, stress)
3. combination therapy

0 triple oral agents

[ adding bedtime insulin

0 insulin pump

Adequate response ?
(FPG < 140mg/dl, HbAlc < 7.5%)

Yes

l continue ’

I 2. 59 2% 3 #E¥ A=A
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