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[fE] H# B N4E A BR(ATRA) X R 9 ( DKD ) K ER IR 8 A (UALb) B 542 4 i
AL -1 (MCP-1) IS0, ik Mt AR Wistar KER, 43 0 1E % % R4 (NC) #EI2H (DKD) . DKD +
ATRA #1(ATRA) .DKD + ACEI £ ( ACEI) Fil ATRA + ACEI 41, ARTA 410 20 mg/kg (1 ARTA 5 ACEI 41
HELL 10 mg/kg I DUARBE-A, ATRA + ACEL 2107~ DA [RI 46t () ATRA A1 DUHRE-F1 (20 mg/kg +10 mg/kg) #E'H |
DKD ZH A1 NC 7 LIAHEI R AZE 00K, 4 JE A R4 20 K BUG UAIL  UCr MCP-1 $8433F 3155 UAIL/
UCr B JK MCP-1/UCr, W5 45 A1 BIF6 AR A5 Ak, I W52 45 41 15 41 400 B 24 A MCP-1 76 K BRUF 4 813k 148
1b, 58 ATRA 2H . ACEI 40 . ATRA + ACEI 20 K i UAIb/UCr A JR MCP-1/UCr 4 i 1% T DKD 4H (P <
0.01) ,ATRA + ACEI 15 ATRA 401 ACEI 41 1%, FibiEFraRA G R (P <0.05) . "B 4L 4UAY IR B 224
28 DKD 410 /NER R IR R 1 £ ) A0 0 I AR, IR ARG K B 2, 5 DKD 41 Huds, ATRA 4 |
ACET ZHH1 ATRA + ACEI 410 iRV k3, 1M ATRA + ACEI 26 55 B — 124 40 b4 20 BIE R 2R T 5t
JoR P A AR I 8 AR, AR AU 2R A 5 SR /R 5 IE 21 L4, DKD 2 B MCP-1 7K i 3 22 |
E2Z A, ATRA 20 (ACEIL ZHF1 ATRA + ACEI ZH/) MCP-1 B93%357K B B, ATRA + ACEIL 41 % MCP-
1 BYZE508/0 % ATRA ZHH0 ACEL ZHTE B, 4516 ATRA 7] B @I/ 20 DKD KEUBFZH4Y MCP-1 B335k

+ 2505-

3 /R MCP-1 B2 UALD R 2% DKD (1933 ATRA 544 ACEL BB S T2 T faT—F2h8),
[ER] FREEN; BET cCL2; M ERERLMEIIE2; 25a4E A iR

BRI (diabetes mellitus , DM ) f& H1 Z2FP 25 R Z 51 L A LU
P R S R SR A , A B AT 1A TG 7K AN
Wik, DM L3 3T AR & WL AN 22 &0, TR BRI 1B ( diabet-
ic kidney disease ,DKD) J& DM fe 322 19 Uil A8 28 =2 — , i AL
DKD — H.ifE A2l PR R I TS AT i e | fe 28 23 e I
LA B s T R A AT A R A T B (R
DKD 1 -2 $0B) SRy R Y AT R A, B bR
&= DKD W) EZInRFRZ —FnE R E , F A RAHE D E—
FEFERE IR Y DM 728 B4 35 R BE , H A IR i 22 H (UATb)
ARSI 2 B PEAN P DKD 9 = ZE48 AR, (HAT B () — Lefff oy 3
BH | P A0 k4 1k 25 I -1 ( monocyte chemoattractantprotein -1, MCP-
1), BIYE DKD 00 b iy 7= A FHRI 23 22 HC 5 DKD i &4 |
RIEXFHY) o TASSLEG E BT 4 4k A BR (all-trans
retinoic acid , ATRA ) X§5.1] DKD Kl MCP-1 #I UAIb A9+ FifE
FH,°4 DKD By I2 W FBs Fia T e i i Mz &

— MRk

1. ARG A% T AT Wistar KRR IE — UK 1 3 S 0 Mij A
T8 & (streptozotocin , STZ) (55 mg/kg, i T pH 4.2,0. 1 mol/L ]
PRIR-FIG RN S v, VKA HT B O ) ) , NC2H T S 55 10 19 gk
PR -FIRA R N ZE 0P, 48 h J5 28K R W DR L0 I AR , B AL .
HEET 16.7 mmol/L, B DM #EHI Rl 30

2. BRAEAE IR 5 A IE R X BREL(NC 4,0 = 10) B
FRIR B RBERILL( DKD 2,0 =10) 44k A BRIGTT 41 ( ATRA
Yl,n=10) DA FEIFAL( ACEL 41,0 = 10) A4 i U4k A 1R
+ DUIBEFIIATT 4 (ATRA + ACEI 2,1 =10), ATRA A4 T
ATRA (20 mg/kg) B , ACEI HLT NLAREH] (10 mg/ke) HE'H ,
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ATRA + ACEI HF ATRA 1 ACEI(20 mg/kg +10 mg/kg) #EH ,
DKD £ NC dHELIAHRIRI 28K, 4 R 24 h
PR AR5 A AE R, T B B SO A3 SRS D] 2 pm
JEE By A0S T ) B2 Y £, (PAS Yefa) o [ SR ] S s 4 21
fb2FEE (S-P #6) WEE MCP-1 78 K BB 4l P aY F 5T 0L

3. KBS TS BR A I B35 . 7 ELISA 3477 &l
UAIb JRWLEF( UCr) FIFR MCP-1, M3 UAIL/ UCr JR MCP-1/
UCr HHAEL,

4. BEitFAbEE SR SPSS 13. 0 B, 4% LA 50 3 I % =
FRUEZE (v +5) Fms, ILZ 0 B AR A o A6, WA L B %K
IR SR 7 507, P <0.05 HERAG X,

ZBR

1. RERA BN BRI 5 NC 4l He%, DKD 4119 UAIL/
UCr J2JK MCP-1/UCr BJ4845 2 T+ (P <0.01) , Tl ATRA 41,
ACEI 41 F1 ATRA + ACEI £1 K f{ JK UAIb/UCr S K MCP-1/UCr
WREMT DKD 4H(P <0.01), HBEA M2 H 58— Rz54H
(ATRA 411 ACET 41) Hd R4 B A FIE (P <0.05) , 22573
BHITH#EN(FE L),

x1 £4HKR UA/UCr JR MCP-1/UCr 7254k (% +5)

20 5 UAIb/UCr JK MCP-1/UCr
NC 41 0.13 £0.02 1865 152
DKD 41 0.72 +0. 03 9624 +203"
ATRA £ 0.33 0. 04" 6824 +256"
ACEI #H 0.32 0. 03" 6687 +202"
ACEI + ATRA 4 0.20 £0.03™ 4536 +196™

T 5 NC A HE,"P <0.01;5 DKD 4% ,"P <0.01; 5 ATRA 41
I ACEL 4L L%, P <0.01

2. KRERAYE NI LB T DKD 4K R B I
B /INER Y 2R I ST M 386 22 AR R I 2 | M I I ARG,
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IR L R B AR S T AT DKD ) B RS B B, ATRA
#H (ACEI #H }% ATRA + ACEI 21 FiRTRAS 3 DKD 20 Mz | ZR 3L
JEE 2 0 st | B/ NBRIARRR S DKD 28 B S9N, ATRA + ACEI
205 ATRA 2070 ACEI 4 Hegg ik s A (1) ,

3. BFNE MCP-1 B34 . NC 21 m] UL Ag 2 & i MCP-1 He (5 B
P, =2 B B/ INER A A L PN, B IR B (B, DKD 4
ST E G R LA, B R MCP-1 323k B, = E R I E A
KB /INER I 5T P9 AT DL VR AR B € i e ( JB0RE, 1T ATRA 4 ACEL
ZH % ATRA + ACEI 15 DN 41 HbA 2350 W F B, H ATRA +
ACEI 20 PRI AR ([ 2)

=.3te

H HiT, DM 1% &9 2 1ok 1 , T DKD AF 24 DM 1 = ZE A0 M
IR — SR AT G, UALL /£ DKD -7 4811 IR
FKMz— & ARTEHRY DKD RS )5, [HENINE A
FE 5K, 76 DKD H1 UAIL A3 2 AR JE et BLAG , MCP-1 76 JR
e T R 2 RS EL DKD — LA B I K 3 1 R
1 I A R TR IR 1, R S R R B R
9, T B EEAIRYT (ILRGENT JE LS ol B B s ) U B )
e, R E NATTA AT B S Aae Rl , WO R B s () R T
Bi7 S W IR YT R o Y

MCP-1 7] LA S s A A i i, A5 W5 e 01

Bl SRR S A2
FREER (PAS X400) . 1A: NCH;
1B: DKD#4; 1C: ARTAZH; 1D:
ACEI4l; IE: ATRA+ACEI4

B2 HALKRBE4HR
MCP-1[JRIEE L (Hfedl
1k X400) . 2A: NCZ; 2B:
DKD#l; 2C: ATRA4l; 2D:
ACEI4l; 2E: ATRA+ACEIZ]

I AE 5 MCP-1 5 WIHH G, HEmT LAk 1k W 4 i 2% 40 i
SR ISREN T, FH e e AR K 74 il AN AN S Jo A B /N Bk
B IV S I L, DA ST B R R 2R 4L B /N ER AR AL
a5 ZBRIMCE T2 5 T DKD &4 5% R Kouya-
ma 27 RESEIE & B TP MCP-1 (3805 UALL (-HEAT B 5
FIARSEME , H IR MCP-1 (340 57K -5 DKD A ™ B AR B 2
— B, ARSLIAFST LS Rt R W R MCP-1 7539 DKD KRB
LU R R PR T HEIE R B S B, 5 2 i G SR R S
MR, & B AETHFSE A H S ED DKD i &R ML =2 — B 5 5 R
B MCP-1 T B YIAHSC, BB, 2> MCP-1 /Y72, v] LA,
R I ) SRS ) 8 R sz g A/ R Hp B A HE I 9 22 B R £F
AeAb R R FIRE AL 55 T ZESE DKD Y& AR5 & B, WifE AR
SRIZEAE R A BU—FR =%, ATRA AT D340 it 4 7 AL L 3
B, T LA e PR , LATE B TR 7 45 P R s o
PERREISE . TR R I, ATRA 76 DKD HIIEYT 5 T IR AR
TG 71 A 200 B 1) B4 FL R 45 44 B 4 B nephrin 1) 5% #2512 R
EAMEEFERES ) X % @S2 IRE W] ATRA AT L6
INER R SR AP R INYE RlA 82> DKD 1925 R ITE A, H 2
T AR SR LIRS R 1 R B T, £ nephrin (7K 524
BTN AR A, WA 2 IESE ATRA T i (R4
14 S 2 AR R 1 AR ITT A 2% DKD (9 2E R T 1R A



rh A I R BE Il R 55 (FBL T RR) 2012 4E 5 %5 6 42459 1] Chin J Clinicians ( Electronic Edition) ,May 1,2012,Vol. 6,No. 9

i g W] ATRA BT LU R 96 MCP-1 78 15 421
PR TR, M8 135 2 4 ) 22 Fob 4 i 40 T 1 SR 4 080/ | 1k
FRAE DKD B4 1Y BRI VR

TEASZE A, 5 DKD 4 HL4E , ATRA 21 ACET 41} ATRA +
ACEL 2 UAIb/UCr JR MCP-1/UCr f7KF-BH S RA% , B IE4H 2
R BRI K MCP-1 RO gl Ak 2R3 B B iz, KW ATRA
B ACEI A] 75 — 5@ F2 BE I jgi /> B 4 41 MCP-1 B985 KR
MCP-1 {9k | BB AT AR UAL DA i A2 30 B (30 B9 VR, 3
SCERIGERIAR ST, T H, 58 ATRA B ACEI A L%, AT-
RA B ACET 677 21 1 R 45 T 36 4w 4 45 o5 0 48 %) il 3%, 3R
ACElL 55 ATRA -4 FHREMS 5 in I 4 T 34 B 41 4 b B MCP-1
BZRIR , UE B SRR B A SN, FE AT U820 UAIL B9, [R] B
AT PR MCP-1 AHENE , MRS BB B AT AP A

ARSI I 25 R0 ) ATRA A B 5= sk 2 FL45] DKD K
SRR PR AR I R IR 98 HE A B MCP-1 78 B Rl Bk Tk 2
EZE DKD M & A5 &R H W, H ATRA BE4& ACEL JRJ7
DKD MR AT RN T8 1 ACEL 5 ATRA, 522, ATRA % '5 I
BRI F AL A ST IR AR A , T Bk — 2B 5T | (DA 5L 645
UiA ATRA X DKD A —& i7E A, BLBEE A% ATRA A
RELEEHR A, HAE R DKD (T B5 2 Wi & &7 o AR B T
eSO E S,

& % X o
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