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kA el Ak]7) AbstE|aL 9l dBe] FrtshwA] AW -3 Hol
FHZ A F7kke FA0la B dEE SRk 9l ks
A Al wiigk gls) A5} BrejsiA| wieke= AldiAl 89 So 2 AAIAR] FAlE P
o] AL AslA7)a Q. dBEE oo giwAl A13 ool o} shal wal
Al Aol B} A5 o2 sfgslef & 740]4 A 4 1%91 A=, A1, A28 ] A
°i°l AFFAl g2 sfedtr], miAlE Y], |4 vl ] ] AlRAr] So bR,
= Aghe] A3} 7t zoln oute] 7adt W= mlAlgERw Y] ZpR]elc). B3] A28 i
A e s o o] nlAdERIy )2 A3 oyt e n g gywls x7)o] zlgtks)
Aol wilg- Fodic) Fare] ke 464 ojake] AeleA Mok v 3idel] 1342 FE 9
2717 s sk, 2 99 AAE 7Rl AlellMe Bt oA TE|a wihd A7) A4
| viAE). et o] zigked n] ARl disl] A el 671 Lulc} o] % uf
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FHES 62060101 A AdiellA 604 o]
Ql 1737%% vidom el fH4S 205%,
Ul Aol s 28%2 Bl sttt &, o1#o)
57kl wet e 7k i 7Izke] Aol
A ofel] whE Ware] T FEE N 5o
vz glet.

[2avarke) Tﬂ"%‘ o i}z]—o}] 7=

mlr

o]} 3]
A% 5 wElsl B9 PEFoe opds)
I, WA R b AR, 9 Bz
%
A

g

AW 3l= ZH 3| (macrovascular) 333}, Al
742} wheke- Awsls vl A E A (microvascu-
lar) TR v 5 vk (E D0 Jad 3
= % 53] g A iy falE AlE
I o|FHE-o] 1A & Aot tighalgsts]s) A8
g vl AldAl 8 (FA ol o]4) of dskzat
oAlA AFA AlNA 8-S WA 3kx} 45537 5
FEHA A5 B3 195% 0104 A} Frtste]
20009 AjZeo] AliAl 8-S uHAl ¥ 44409 F
40.7% = thE <1l AARS AH 2L S99k
oA F7}F AR FmHA AFS ot

m
°i”; "
ol N 30

W Sle7h? WA, B S
Welde], el 27] Ak, 74 el ws,

WA AlFe] Al Ae} 98 IAE Folr Al of
gk ekt 285 Ay r|E g
gyl AZ T gz ooyl W Ales
dve] F7kE Qg Alxy "ojAlEe] wWskEa 4
3} 2~ E#| 2 (oxidative stress) 2 F4k47] (free radi-
cal) 7} =] A2 7F Wyt doid 7HsA
o] 7} =t}

= AxEd o] Frlste] Az while] mAgle]
3} (nonenzymatic glysylation) 5 4o A AE &
A= (AGE: advanced glycosylation end products)
& TUASE 7S AT)AL, AFA 71eE A
71, W22 75 FAE dov)|a, Alxe] 714
(extracellulr matrix) 2] 743} F+%25 HEA|7)= A
o2 d#A gich

= AZEY W Q=
& AB]E-(sorbitol) 2 HEE T 4H]E-L wlo] Qo]
AlE- (myoinositol) & #4A17]22 A4 (redox poten-
tia) & WHIAA Ax 75 FAS dogl= Ao
FAg = gE 7R AEY AsAds 23

2 ke e

F4 (aldose reductase) ] 2]
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Table 1. Diabetic complications

Microvascular complications
Retinopathy (non-proliferative, proliferative)
Nephropathy
Polyneuropathy, including autonomic polyne
uropathy
Cystopathy (detrusor paresis)
Gastroparesis
Diarrhea/constipation
Impotence
Diabetic foot (neuropathic)
Macrovascular (atherosclerotic) complications
Coronary heart disease
Cerebrovascular disease
Arterio-occlusive disease (lower extremities;
diabetic foot)
Ischaemic nephropathy
Other (7] €})
Hypertensive/non-hypertensive cardiomy-
opathy

(DAG; diacylglycerol) o] #7}s}o] &4 (PKC: pro-
tein kinase C)7} @A3}=|o] Alx2] 7)de] {42k
WS WA A WA 2L AA S FHEES o
2717 vt A=A Qlok Iutel] o8 ARraal
(growth factor) ©] F7}sle] 3=} 3zt 54 7]
ol WstEle] A%, d3 Adzze] WA 55 o
ol Aem F

|3 e}t 69

A 18 Fue A7 SA7E Sl A5 A
o] gloemz x7] ddel M Fe= ot Al 28
e ) wE SAde] gl Cl7t weol A+
Al elm] mlA] RN} i glejzhe Al -
Z4 W3} she 7A97E 50% oldeln® 23 i
e 7k e Aldste] A gshs Zlo] v T8
sjt.

A|AR 71715 (WHO) o} vl= =i 813] (ADA) ©
Az 7ol ofshd ok, b, AlSA 5 A
Al SA7E e AFele Aelek ARgle]l d9
(random blood sugar) ©] 200 mg/dL o]&o]™, ZA)
7} S Afells 35 dde] 126 mg/dL o]elA
w7 Bk AR AF 2417 Ede] 200 mg/
dL o]l A7HAl 271 F shwt Qloje A
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Table 2. B 2t

D Z4 29 200 me/dL o4 &

2) FEH} 126 mg/dL o4 &

3) AT P43 (T ) AT 2ARE F
It 200 mg/dL o)A

SIeh(E 2).0

e F15eR F4e) G A T
At AT WY AR o]
= Zo] Ags) Easie.

) FAsE v 454 o|4ke] E Aele ol
= ) 3ol g AL AAE she Aol Fx, Al 2
o el APA) ol ALe &, P 7
Z2o] g)AY uluk (BMI 27 kg/ni 3-& o] AbA|F2
20% o4 elAY, Al o] S7F A 4 keol
Ake] olr|E Emkgk 7)ekEo] gle W], T 140/90
mmHg o] &8gtolv} wdx Axhd (HDL cho-
lesterol) ©] 35 mg/dL o|slo] A} FAAHe] 250 mg
/AL o -2l ZAAF Adolut thdE A FFre]

o] HH-E lx]‘%ﬂ%ﬂ' wYs} A 52 s
Hlk QS S5k 5 #) fle] wel 23
1 7Fs3fc}. ]_E_ZJo /Jlo]‘_ ol AdHE =

]
HEo

Azfel sl 20% (Al -+ 10% elsh), 347
1S —ée 2] 10% °]6H21 UEA o] Z7l=l 7
7% e°l3h), thEEs}t Ak (polyunsaturated) & %
“Ek-J 10% olsl, Yi#] ek vbpslEd HEx
3} 29} (monounsaturated) © 2 A 3] wljEgkc}. 4]
o] Afi= 1Y 20 g WA 35 g5 FHiskaL Ao] i
= 14 3 gelate] AQrlels WA EdUHE
AF= 19 300 mgelat® A|gtel= Ao] St A
o} o= AFE 7lestARE ool & JERY &

A3} oFZ AFA] SAIE-S o] AH A ste] AE

ﬂ
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e 3t

FE, ml./min
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] 4 R i
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el (dE)
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CIRECIECEISE SER P DEs

W3 A5 Al 28 Fxgd A5 A
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A1 A 71% (Function)

v A dEwl s

15

20 L w3 (Proteinuria)

25 —

217 2] (Pathology)

7} o1 3} (Hyperfiltration) e R PR (Mesangial cxpansion)

4

(Microalbuminuria) (=—=> AFFA] 7142 18]35 (GBM thickening)

AFEAl 72 (Glomerulosclerosis)

o] dofubr] s 517_%0] 2 g sje}v
¥ !

%‘c A& 7-}’\/‘]7]‘34 Qlealel] thak vhe-5 Al
Al7|BZ sle] Bt -5A] 7H5 113
o] & 4 Qema, $F AFel A} WY 2HL
3taL, 5 1Al A 3A1ZEA mlE] AlAbE B,
+5A <ledl 5o AR el 5k ¥
Fol| Tl 5, olell igh o] dasirl E A4l
A o] 92 5= 3kxlol| 4] s HA] AlHsto]
2 4 el $2]A Wk (proliferative  retinopathy)
] 9l= A9 =24 9 (vitreous hemorrhage) o

il 2-2] (retinal detachment) $]8Je] 9lormz
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o} s,

S 2o Bawe Wt ael At A
B2 HbA, & 710 shedl TXolske 2Ashe
7] 7V wEHsk ol AT 120907 A
38R HbA, o= 2-3/047t A IS nhedgich
o HbA | 6% BT ol 120 me/dLelo] 7%
= 150 mg/dL, 8%+ 180 mg/dL 5 HbA, ¢ 1%wlc}
i el 80 my/dL F7keke Zlez dhda v
2 TAE} Y g A1z o g 9 EZo] Ay
W tE 23}E (carbamoylated hemoglobm o F7}
2 HbA, 7} 37 vebd 5 sl3 AT Al 3
=84 L2 384 AsA v SAEHER 7&
ekl aeh. wrdon UKk ARl 2
mLel 2ol 5 golate] vhem W 2o] o} »}
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UdHst

e

k4] o

o gl

0.17 pmol/mLelsle]s A5 6%01] ZF71Eo0] 007
pmol/mLe]Eke]™ 13 o] oJilxle] lezle]
Jestal 28 o] oAlEW A4 dd 7siA|
= f-g3kh

13 2ue A% 1 k@ daed 05 WAl 129]
2 AXKEF 3He] 0%WA 50%2 el thAl ofell
2/8, Aeol| 1/3% 315 23] Folglc). o3 Qe
thr] 2/3%= =713 (NPH, lente) @} #]4-3] (ultralente,
glargine) <l 1/3& &4 Slawls Arisia
A AR F2Ego AE58 dwdly) a4 <
S wH Alolx] Fa Hap 28 i) A
4384 ¢led 3 insulin lispro (Humalog ®) 7} 7l
= o] regular msuhnil’/]— a3} we] Jepog 4

Al A o] Fodt 4= SO E o] 4 97 X

& o] ol AULE F4 - 9 F 29

Foioh e

Z] oo™ g-glucosidase x}r/}xﬂ/] B4
z 55 1

4% 33 o4 FolsALt 4wl A

we AdAA ] 98 AL wAsIA
7FEAIE ol ARg-sic). AT
4 dg el gled H0E S7FA71 A (sulfo-
nylurea, repaglinide), -2 %017‘]‘/}(b1guamdes a-
glucosidase *}tA]) °1€r%l SR += (thiazo-
lidinedones) 714 =571 9leH BHF* FE&r}o]
200u1#] 250 mg/dLe]™ wh °‘:{j_.i BMI (body
mass index: weight (kg /helght )7} 250)4de]d
biguanide S 2j3] ¥, 250 \HZ] 300 mg/dLe]™
3k FojslAt qleals AR-sln 300 mg/dL oAk
old <lgdlom FAL ARksl=d Wi/l 3% AT
1 kg 0.3 WA 04 s+$|= Alikaie)

A A2 xjel A= A 187 A 28 &
AR AAE Heln] T AlF SRR v
sieh. 270l A A A9e-S Heolurt b
AT AA] oFEo] Frtske] FedFtrel] g
t}7) o]F AA] olFgo] Ax} 7FAasle] Ao =
Fopzieh. AkE 5iA] 151 Aol v ARl 7}
7] AERlaL o] %, ARA| oJ3go] A} AR
i ZkS- 1047 169 AA] |4 hilsr) o
e} 4 sl nr) vehd 3 5WA] 15 A3
7] Ao 7 zlefsich (19 1, 2).

/\21;1]7913_; %Lhuéxq /\]z_o] 7].oﬂ ;(43_; oq]uolg :IE
= A7 AR Y] 7hA] oAl |4 iy
v 7] ARl ofu] vzl Ao m Ay AlE
APstuz 71k S8 8k ol A7) Al e ]
7}A] o]ef. 61

w AR R e] A= 24/‘17& Aol A 5w
27 19 30-300 mg (Z-& T420200/~g/mm<>]
A}, 2447 2 E 7&’\}?5}7] ol#lg wl= o} W
1z (morning spot urine) ol 4] &E-wlzl FH ol dS-
ZA5}e] 1L Ak A% sR=d & ulAds
Rl FEeteld 1 mgell tisl] $Htrle] 0.03 mge]
24 0.3 mgelsl Wl ekt Aoz §ladel A
Sefell Al A & & = B X ZAH(dip-
stick) ol 4 w7} 142 e oln] A iy
o|BE wiARly Fdte] F9 gk A7= & A4t
(dip stick) ell A shix7} A7) ojdolot. T=m

o]
AN
263) OJLL A=S=1
a7 ATE 2

(<]

-

o
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23l ¥} ¥l 15/10 mm Hg o)A+
3 = oleld <1.8 mg/dL

E3xgqt Wl dgt 15/10 mm Hg o)A
3 Fdoleld >1.8 mg/dL

ACE A)A] /t] o}xlo] E o] A (thiazide)

| ACESAA/v £ 7 o] 34 loop)

S

N

‘ 130/80 mmHg o] 4+ ‘

‘7

| 2% A% A7 |

| 130/80 mmHg o4 |

L w U8 | | 2 A <sd |

&y} - Wl e} kA A7}

g wel xpgka

S

| 130/80 mmHg o] 4 |

Fsharerl A7
RESERCE

4. Bxyd A5l e FAeA z¥ s X189 Al
J <l 1 5/75 mmHg 2.t} 15/10 mmHg ¥ 27}

Z, 140/85 mmHgel ¥} w5

140/85 o]a}e]w] 120/75 mmHg Ake] 2= ACE HAIAl &5 syjeo= &

l
b)) A, Aly 1% 13} P ﬂ o] 313“4 ACE AlAIh o)Al S W-8-3tal e dgto] 2dwA] o

u)-tjsfe] = 3]
B ole] opAlE W

(dip stick) ol 4] =
517]' "i‘ﬂr‘:’q 714l nAgERly S-S F= A
o] nlgrA]sit}. & WS x<hak A sljoll= v]A|
IS 670 Lre) 23] SASIAL o]Fell= vwid 1
5] A8k Zlo] gl n 0o
AR 7ol A 71 Fagk A2 g &
e]e} &gt zAeld] HbA | ¢ (FAMESI7} 5-6%)
%015 FAIskaL, sk 130/80 mmHg o]stE
frAlskes Zlo] Fxe|w] 18] A dAe] FAFI v
wkel 739~ BMI (body mass index: weight (kg) /height
m)*)E 30 otz FAIsFHEA AHEA (LDL
cholesterol) & 100 mg/dLe|3t2 f-=]8k= 7o) £

m{m ol
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gt ofAl= ACE GAIAIZ o2l glck A 238 o
el A Al1EeE A shil s )olli= ACE A4
o A Wo g7} JFEA] kAN 27191 A
whil 7w AR 7e A g2 BarEa gl
omg Ax 7B} WA ALsks Zle] FAh nkE
713 & ACE AAAlell gk F-2hg-0] 9l2 wal gk
2] S &lA] =84 25| (angiotensin receptor bloker)
£ A3 Aol nigE]E)

el o8| Al 53] AREAG 29 Al
ol A wd kx| 2 ulA A} A5 s SAizo R
QAL ElAl T 8Ade] F7lshe o2 R 9l
o} FAE x| el 1= AFEA|, Alxd, g3 9
Sl theksiAl ] ol kA e|Al T 5
ATD) o] =gghe}). "3l Ags 53] 54
W Aes S7MA7IA ARSI =

3}o] =

op
2
oy

of 2Rgsle] AvlR SR <lE Ale] Fefudrh
T ™ (mesangium) & A7 AFAl o3-S 24
A7)1a FH At A TGF -5 sl Al
xo7|d S 7M1 =AW s a4
(metalloproteinase) 6= TAAA Al-A A3l
weie), 2B 2 ACE AAIAlE A 2gke] 218
e el o AE 7148 ez ydiEeh
v Aol A Fad o' EAlsk= B]ACE &4l
olg] kA e®lAl 17} U HAEER kx| erlAl
8- x}ehA| (angiotensin  receptor bloker) 7} 5T
FAAo] obdrl yeEA vk I, AjRe] AR
QAL ENAl 83 23 (AT, -2 83 13 (AT) 2}
o] A Ak (NO) & XA 83ks 233
A7 2vle-s WAAAZ|AL Al 2] A7 AlEe]7]
Ao PAS 7| ER 84 18 (AT) 3 1l
AEE 31 9= Ao = deiFch % obx| el
T4A 183 2899 3 A Ao IHAo
st 77t B ke o7 A7)0
S AlSollA sl 2A-el dls] FAHeR
As Bl P34 Feofelde] ofu] 1.8 mg/dL o]xe]
(2™ 4) vF Azl 2H8-sl= o|xA] (loop di-
uretics: lasix) & #H7Fsh= 7ol Frh. dste] 130/80
mmHg o|at2 7hAsA] o Zhg AEA| (H3te]
E2 A B (non) HEte| E2 ]2 dA) & A7}
& 5 olvh. A AeAlE deloblely wiztald

ol A

o oo Fo

Lo

= wHlysle]l==9]2]wA (non  dihydropyridine) =
Ax o7t glod AR 5 ol=dl AZRA A
Folu} iy 55 sAXT= AR deA 3,
Az, g2, olxlt]dl 5 tisle|=2 e
7| (dihydropridine) = AFFA|od3-g-0] 70 mL/min
o]3l2 7143k -l ACEAAL ob#] S el Al =}t
Ao} Mg ARgshe o] FAEI Qi) oA Hst
o] A=A rom 7| #ulo] B} 843] o|4te|w
dpule} ApkA 2425 e} 2pAlE ArFsiar
843] olslo|H ZEHAA F UA AMESIA| o= T
E ASE A7 o olrh 8 gste] 2AEA|
edow o) Aok, vEAd, SR ey wAE

I 52 w1 kP
AR 2 FurA A5 dshr] fleiA de
e 27] 23 2] 2 X 5rt D83t Ae], &
3

T 5 AL F% A o] 1 2t 3

(3) :264-72.

2. 89S, WA, FEd, e, #VAE, e
& A skEA el 404 o] T 2,021 el
gk Al Ax1Zd=) gkl Zsls]z] 199855
2

4. Jacobson HR, Striker GE, Klahr S. The Princi-
ples and Practice of Nephrology. 2nd. USA:
Mosby; 1995. (p. 330-51.)

5. Schrier RW, Gottschalk CW. Diseases of The
Kidney :3nd. USA:Little brown; 1997. (p. 2019-
61.)
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DYHAZ /)  wuwy Az AU A=

CtS ek F=o| SEMAM 60% olat SHSHA|= s|ddAl= tistyi™elsts| st=sld 5N 488 =8
ot & F=ol EetMM SEXIE e7tE o e s| AIRNE EFEAMAIR. ME2 CfF So AlXiZ
L|ch (A 0 365-0997, E-mail : kafm@hitel.net)
1. MAIEZAZ[F(WHO) 2F o|= S s3] (ADA) 2] MEZ2 7|ZEo| ost &9l I._E%'?
A) e, ik, AERAE E AFAL FA7F Qe Aol Alolst Awgle] Wnko)

200 mg/dL °]Ake] Ak
W) ZA7F 9= A% 28y
o) AT FEE AxA] AE
2h) A7FA] 2AF st gl

o] 126 mg/dL e]ake] Ayt
22]17F o] 200 mg/dL o]Akal
ol zlgto] 7}ss}t},

2 M 2 dxEg =7| Zctste{H?

el S oesty| s HbA,Co =EFZE=?

[<:D|.
7} 6% W 7% th 8% 2}) 9% v 10%

b 2321 12 A=l YL 247 Z°l AU
_________________________ -~ _:;:_l AI_-| ——— -

o)A} WE] ME Ao W a5 A8
k] A=A (A3} A=A (E—mail)
L7b ¥ ™ @ 6.
2.
“7Hh v = "h
37 v = " 8.
4,

57 b T ) =
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5 O/M &R olzof| st H2?
JRulnrt 19 300 mg

o4 vkl A Zelobeldel o)
1

7}
=)
th) =7} (dipstick) ol 4] o] 1+
2})
)

dHRw 7L £ 300
CE|
=

A)
=

6. S MS0M oM LTI

7h dstelez A ZgddAl
) ACE A A

th) Fahuel xpebA)

2}) wiel Apehal

)

g

Rl HlEe] 04

A 9P o =3}7)= o)

ah) wl-tlstel e T e 24
8 SN AZAl $4 einolo| ZHE £ xBslof &

AlStE =MONE MAQ.
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