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lyurla) 2 2 S(Polydipsia), Xl = & 2~ (Weight loss), Al & X St(Blurred vision)
= beta-cell2| 1} 1|
IDPD:' o llhll
CH Al lymphocytic infiltrationO| & ©!
suppressor-inducer T cell2| St &£ = helper-inducer T cell2| 22~
anti-islet cell antibodies (ICAs)2| =& =

= ired i ' = Cl=¢el Me S (peripheral insulin
& (excessive hepatic glucose production)

2) ANEMEWAN = & =2 (leptin, TNF-a, free fatty acids,

resistance), U
=2 =
resistin, adlponectm) SS xH5HL
3) insulin receptor (insulin cl mp technique)= S S X[ Hl 2 A0HAl &=L
4) m}sgl}m receptor2| L &£ = tyrosine kinaseOll Al J|& =2 LIEILIAl 20, 286t J|SS

5) el=el0f 2ol & § &l = tyrosine kinase2| At= 1} autophosphorylation 2 K28 &=
01| /\‘I = Xt0|JF &1Lt
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= single polypeptide precursor?t & = target cells 0l A
Zl X membrane2 & & 2 = C.

ED., range = 10-"'"M

Kd (binding) = 10-°M

B-agonist : cAMP 1, phosphorylation

1) beta subunits®| =& serinelt threonine residues : insulin binding <l

A M| 2t tyrosine kinase &&= & HLIA stLt.

2) Receptorl| LHMSE & HLIAl StLt.
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Cl=glol =Hi

» ATP sensitive K+ channel determines the resting potential of B-cells
« L& SEU AL TATP —» K+ M E 2| &8 — depolarization — Ca?*
ME2 E8

Glucose (Z& &)

Z 0\

Fructose
W=y

1ol=¢gl =d| St

1) Glucagon

2) ACTH

3) Growth hormone

4) Secretin

5) Gastrin Ol &2 EH| 2FA
6) CCK |Ol=2| EHl 24
7) Pancreozymin

8) Cholinergic agonist

1) Somatostatin
2) o-adrenergic agonist
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Insulin Type
(=gl ErY)

Onset (hr)
(AIZFAIZE)

Duration (hr)
(KIS AI2E)

Peak (hr)

ESnk=)

Other Characteristics
(CE S48)

— o=

Rapid action

regular, crystalline
zinc insulin [CZI]

Lispro, insulin aspart

0.5-1.0

<0.25

3-6

3-4

2-3

Lot ==AE AlAF 30-60=2 & £
O

Intermediate

(Lente, neutral
protamine
Hagaforn|[NPH]
insulin)

=Ab10=2 &0l CZI E

(= o
Gle=y IS el =

Long acting
(Ultralente)

Because of very long—half life,
new steady state is not
reached for 4-5 days after
change in dose

.. Human insulin — humulin R, Novolin R




Sl

S

Skt A Ol &=
O =2 T AN
£l O &I CF.

0

Lt
=

== 0
INFAP) NN R

J

C
=

=)
—
=

=

el
1

I
o
o
o
=
Q
T
O
>
=
o
m
)
=
§=
o
=
=
=)
en
O
—

=
=
0

Z 0I=0HA RULH.
=
St Al okJ|

my )
=
210
of

Clae

&0

A
=

B. intermediate-acting
= & &l ultralente

C.
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Triglyceride Glycogen Protein
(Adipose tissue) (Liver) (muscle)

{Fatty acids}
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Hypoglycemic Coma
(MEE E=)

Diabetic Coma
(C*L—Lt”EI ==

Onset
ES)

Al

(S |

XA — over days

Acidosis, dehydration

(LHE S, g3

Preceding infection
(Ol&S &)

Skin
(Il 2)

X} BH
S

Respiration

(E23)

QUBIMO| ML ¢«=

23— ‘air hunger’
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Sulfonylurea :
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2tAHS0| 0] &= EolH MS0| St = 30| UL

) ZEY0l 2HE S, FEC beta-cell2 R E Cl=el2 =H L= AlI21CF
(by inhibiting channel and activating calcium influx) Hl CtJF, FH &
= ol=elo| 24| S Jtsoldl etlt.

2) BI|IH2Z ALE0HHA islet cell®l SAI=2 At
=]

4) Ht& & oAl

5)

9




J

Hypoglycemic crisis)
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£ BtS (Allergic skin reaction)

& ot (Bone marrow depression) : S8 & 1 24~ S (leukopenia), & A E
(thrombocytopenia), Ut& Al 2 4S5 (agranulocytosis)

s
ol 1©

4) barbiturates 2t CtE sedative-hypnotics2| & W E [ o & L.

5) circulating ADHS| 2t 4= o &Lt : ex) chlorpromide causes water retention

6) GI upsets

e Contraindication : renal impairment, hepatic disease




Dl=0l A

EIH O 2 0| E06t= Sulfonylureas

Generic Name
(018)

Daily-Dose Range (mg)

(5t= =8

Duration (hr)
(KIS AIZH

Comments

(23)

First generation
Chlorpropamide

Tolbutamide

Acetohexamide

Tolazamide

100-750

500-3,000

250-1,500

100-1,000

>36

—Disulfiram1t H| =&t
21 JLIESE
= 37|19 Jegs
ooz = ULH
1€ 18] &¢
- 2 S CHAE &R
&S S XA ArS o]
P{St otX St
sulfonylurea.
- HAHALZ S5 = flst

=o= TI1Z

2HOll A1 2] CHAY

cC
4
)

=

Second generation
Glyburide
Glybenclamide
Gliclazide

Glipizide

2.5-20

- NEY 2Y BXS
H 1Y 1~23] S0I5HK]
Yon; P} He g

— ()
EN 4= dSHES

JHH 2Ct
-1 1~28 £




Meglitinide : BI=2lEILIOI &

<Repaglinide, Nateglinide : 3 7 &Y &

« Of2| A 2 A
Sulfonylurea dt S AF &t
AR E=HE32E €Y ==0 AN =CF.
F&E IJIs0| &M &Met S I UL

24 iAUS
F & B-cells 0l M Closing ATP-dependent potassium channel

Ok &Sk,
- O M .
g% |

150
B2 )| = CHek SHA| 2!

repaglinide2| & 2 H|
Nateglinide2 =2 2t0{l 2|0l THALS

= 8t =d|= L.

F
= (25 10~15%)= & &0l 2o CHAF= L.
1, &2l 16%= & &0l 2loff HotAl &
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Biguanide : 0| 20tLI &

1) B-cells2| J|S0| & X &=L
2) HXl 2 20l A gluconeogenesis

3) sulphonylurea =1t 2 &

Biguanide H Daily Dose Duration of Action
(1Y S0k (hours)
(24 XI=AI2H

Phenformin (DBI, 0.025-0.15g as single 4-6
Meltrol-50) L dose or in divided 8-14
i doses

Buformin -NH-(CH,);-CH, 0.05g-0.3g in divided
doses

Metformin -N-(CH,), 1-3g in divided doses




Biguanide
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ATOIN EEEo
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250 NLHZ

A HALIS
cAMP dependent protein kinase2| 2 A | 2t 04 St L.
cell surfaceff GLUT42| promoting translocationi| 2]
Ct.

oL =245k,

(=T B | .
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=
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Phenformin (@ L0l BRE &Y Z06HMD: Lactic acidosis (Withdrawn from US
market) , FDAO| 2|0 FE&otH S0t AtEE D e =&

—

)
SRS .

1) ZAIRQIGI ol
2) Rate lactic acidosis
3) M= A5, S

E= AN P




Thiazolinediones :

<Rosiglitazone, pioglitazone :

- o2 X 24
012l DIZE F0}

B-cell 2

M NHLIS
thiazolinedione receptorS
x| &Mool oIAE2
ol S
OIS =215k,

e R |

A RS0

Rosiglitazone2| Bt J[= 3~4 Al 2t

2HOllA 22 otAl &2 dt== UHAY

=S 0lA =8l

transcription factor PPAR-y 2| & &

&S St
[

?lof 2 &=l encoding enzymes 1} proteins mRNASs

- 2ES .
1) 2HI% S
2) H&s st
3) Troglitazone
« 27| & &
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<Acarbose, miglitol :

TCIRS

24 0iHLIS
- a—glucosidase < K|

[ =
0 S = EE

- carbose absorbed systemically is negligible

= 9 AlDL
| T LN T




