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Wi AL 28K 7= ¥) (Advanced glycation end-products, AGEs) &
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albumin excretion, UAE) , Fil B B 4 B A A AE & AEY . HEF
RN LS, ICAM-1 Bk BRZERE IR 753 )5 4 5l UAE Jo i
AR (EAE 12 J B 24 J5 UAE B 58 F#AI% , 76 SR db/db /N A
KMING . DN HEHF M3 o ICAM-1 A 185 . Lin 45045
TE I 2K ICAM-1 B2 K- TH iR 5 1 RURR PRI R o v 2R 1R
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5 PR B 200 M6 285 R, 26 1) SR - A S o) 184 o I R 200 15 B U 40
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SAEFATC IR F5 HAZ PR A B AVE AR U T 0 RE A0 1) %
JETALISEEE . TURP S AE A fL R T A48 C-C SE)7 b H 7 2
(CCL2, X PR Z dliffifb 2= b B 1 -1) (C-X3-C ZL /7 #a b
F 1(CX3CLL, X FR#afb [N 7 CX3) .C-C i )P b A 7 5
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G /NI T A X CCL2 Rk THis . 2 BM B s i
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AT e, CCL2 fif 2 W] Yl A2 B I Wk 240 i 32 10 OB I it
o N CCL2 R BRI A PRSI TR % B, JHL e 4 = i
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CX3CLL ] fi tF BN 20 B A AR , LA Je e ik Hesz A
(CX3CRI) {24t B 1] i B o 2605 RS 85 90 ' Ik Hh CX3BCL1
K HAZ R s MR AL AR = A0 M DR I A
Al b IR BR 95 5 B JIE HR CX3CR1., CX3CLI 5244
AR R AT R (e P 4t e v [0 5 17 32 R ] B A

CCL5 (RANTES) 3Rik T R BLAM TN/ NG I 52 AL, 1M 5
Bk T s A F ol LR HERIA . DN B B |] )it CCL5 %
RN,
24 HRKETF

G AR I SR BT B0, A B o R 4 518 R
NE . UEE S R T4 TNF-ofl IL-1, B6IF 522 5 T DN R L
2.4.1 TNF-0. TNF-oifi i ZiRiE315 T — R 5000 5F (40
I AR PR TRIIRSE . TNF-ofi A oy il 2 B
JLEEE JH T SRBER P Rz 20 L A S 0, #E DN & ZE ML R
KA PARAEH o TNF-ofe B /NBRRE i /N b R A %38
I, 5 UAE A G, DN 835 TNF-ofE I 5 JR i e 2
15 G PEE A SRHE T,
242 IL-1, IL-12—FPEE MR N7, IR & A AL
TR ERX L/ . IL-1 76 DN S8 R S rh R s Ths . 5
AbIL-1 A HIBRT S AR 2R B2 9356 0, #2278 IL-1 vl RES5 B /N
BRI SN 1 2# A 5%
2.4.3 IL-18, IL-18 @ IL-1 M &K , J& B 2 o0 Wb g — ol
RS M3 IL-18 W B TH i A A 0o I/ 06 FR
TSI E AR T IL-18 Al SER N T B0 Ty
AT . 2 BORH IR R I B R TR R TL-18 /K B % Tt
1o MR TL-18 7K V-1 55 551 8 Jik Py JRE v J22 D52 5 RV B Pk e 3
& (Brachial-ankle pulse wave velocity, baPWV) &t IF H 5¢
T L, M3 PRI IL-18 /K F-55 6 4~ A i B+ UAE (9728 1k 12 6
N H G A& A HE 2 ( Albumin excretion rate, AER) £ 1EAHG,
LR LT TL-18 7K1 BE & DN KOs il 45 5 9 100 i 1) T30
T IL-18 7KV T i A 2 BUH PRI £ 3 1 D RE AR 42 1 ke
EREZ—.
244 IL-6. 172 W IR A48 HARAFSE B , DN B %
20 2 ZR AN | B /N AN RIS I 41 i 2 35 TL-6 mRNA, DN
SR LI H TL-6 7K1 S 25 5 T JC DN 0T B2 i
3 HEXHW

UEAFE A KB 22 TR 2R I, ARAE 10 4 T B S DN R A1
FEhh, T LABARE S S (B0 TR 7 1T RE 2 — R AR DN AT
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-
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PRI R B UAE B LU0 AV SRE o R R X e i 3 i 54
AN B2 S v A TEAT , (H X 26 2% ISR 2 Ud BH T 56+ “ T s i ™
HE BT R BN 25 T DN IURYT

1M A& 5 5K 2 5 3 il 41 ) 5 (Angiotensin converting en-
zyme inhibitor, ACEI) | fl.% %7K 2 1T Z/A$5 4125 (Angiotensin
Il receptor antagonist, ARB) MEME L — 25254 AT 2254
S LRI TW PRovs £ 2 25 0 LA B R B0 ™. ARB IS
[T P 52 A BB 700 980 8 O A 4580 g e TA Ay 28 230 43 S5 bt R Ak it
A7 2, XA A B8N S8 1 il 4% P -« B (Nuclear factor-kap-
paB, NF-kB) R Hfi 42 5L BT,

7T 2 2 X /N G 3 AT NF-xB K 98 E 1842 (A4 i &
FEHUAR AN, 5 W IE [ B TE G o AT 2% i IR 7 15 &
W DRI A LR B I B AT CR APV T 5 PG S AR T 2 T
UAE "B /]NER 16 200 248 D NF-xeB 6 Ak , 17 L3 AP [ ek -
TCZEAk 5 VP 7 ARA T 38 3 B AR A DR DR s K B 43 0 T
(575 S

W I 58— TR S B T A R B R R A A 30 3 e K
1o S AL W A B B T30 32 ARy (Peroxisome proliferator-acti-
vated receptor gamma, PPAR-y) & EHT RN o W FH LA 5] il
A B R RS 28 5 S PR R BRUPR 11 B T I 4 L 1
B /INER NI T NF-kB T Ak, 32705 IH A% 271 R 3 2:F Bt 2 300 e
FEBFWECRAE T, 55 R o800 Jo 6
3.3 CERRIATH

TNF-of& —F BB BRI, 76 DN Y & A g i E 2
fri e, BRIAT, TNF-oi] LAFE R DNIRYT I —FA & 2108045,
T T] A Al — A B WEERA A A, T R4 TNF-o A SR 7
MR, IER S 5 GRE W A AN E RS . OO T AT A] i mT R AR
PR S0 B TNF-00, IL-1 . 1L-6 19 35 FI UAE, %259 m]
U PR R TR AR R IR LT TNF -k -
34 BEEKEER

A 2 LB, BRZE U4 2 (Cholecystokinin, CCK) 7
2R 35 | A P AR AN & R CRA /A i ELUN R Ak
JUR &5 IR 8 22 R et PRI K BRUPR 11 2R T HETHE L A2 4 st 2 38
HEFEIR FE TR E T Y L M i
35 BREMERMERK 1 ZEHHE

i v I 2R A K 1 (GLP-1) 52 1A 8 24 & — i 73 i i
2, B AL IR K B A L A A AR M R 5 2R A s . AT, AR
JL K IV (Dipeptidylpeptidase- 1V , DDP-4) ififf 52 19 1 %% GLP-1
Z AR5 24 Exendin-4 FUFI$74 K (Liraglutide) £ F 1 2 AU B4
PRIFGIIIRIT o GLP-1 ZARAMUAE MR R A , i 0] ik T F5 B
JIEAE N Z2 R8s B0, Park CW S P4fE , 4 I £ F] Exen-
din-4 57 J5 i 1 24 1F db/db /N R 5% 2% T DN, GLP-1
ZRFRIR T B/ INER N B2 41 if , Exendin-4 W] B 3#:4E H F GLP-1
SR BEARAASN B /NER Y B 2L ICAM-1 355, Exendin-4 7]
R 1 RUE PRI BRUPR (1A I HE B/ INERIER 8 B/ NERAE K
INERIBEEL ™ R, AN 28 I R AN A i . Exendin-4 38 7] LA
BELT B £H 2 1 5 2 92 ) TICAM-1 RITIV R i J 3 36 Ak
J 3, LA e NF-«xB 7§ 4", Hendarto H 55" 5/ ¢ i GLP-1 2%
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