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[RE] B BRFARE ACATHERERE STZ) TSR RRK (OM) X BN T R E ¥ HEN
LW, Kk ¥ 30 R Wistar K BBEHLI4 % E % % B4 (CON 4).DM 41.CsA 4, — WM 2 1 5t STZ
55 mg/kefil & DM X BB EL ;B8 3% 28 BB A F CsA 3mg - kg ™'+ d "0k 6 A,DM AF FH7T. SEKRA
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AT, SR L 6 IF LM DM kKB & B4 8% 1gG.IgA M- & IgM JLB,NF-«B f1 TGF-f1 2H
BRECATEOFRAEREALANAKRETFRIE, £EX5H BR,DM 4 IgA.IgG K& NF-«B,
TGF-B1M& % B § %% F CON 4,CsA Bl B B %% F CON 41,88 &€ F DM 4 (P<<0.05 & P<0.01).
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Effects of cyclosporin A on pathological changes in rats with advanced diabetic renal disorder XU Rong-
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[Abstract] Objective To study the effects of cyclosporin A (CsA) on pathological changes in rats with
streptozocin (STZ)-induced diabetes mellitus (DM) and advanced renal disorder. Methods Thirty Wistar rats
were randomly divided into normal control group (CON group), DM group and CsA group. Intra-peritoneal
injection of STZ 55 mg/kg once was performed to prepare a DM model. All the rats were fed for 28 weeks
afterwards CsA 3 mg * kg™! » d™! was given orally for 6 weeks in CsA group; in the other two groups, no
treatment was applied. The rats in each group were synchronously fed for 34 weeks and afterwards they were
sacrificed. The kidney histopathological examination, immunoglobulin IgG, IgA, IgM depositions, nuclear
factor-«B (NF-«B) and transforming growth factor-81 (TGF-B1) positive expressions and semi-quantitative
analyses were performed. Results In the kidney in rats with STZ-induced DM and advanced renal disorder,
there were pathological changes and functional abnormalities; the immunohistochemical staining demonstrated
that a relatively large amount of IgG, IgA and less amount of IgM depositions and NF-«xB and TGF-$1 positive
expressions were seen; the CsA could reduce the renal immunoglobulin depositions and the expressions of
cytokines. Semi-quantitative analyses revealed that IgA, IgG and NF-«B, TGF-f1 absorbance were
significantly higher in DM group than those in the CON group; although in CsA group, the above items were
significantly higher than those in the CON group, they were obviously lower than those in the DM group
(P<C0.05 or P<<0.01). Conclusion The occurrence and development of diabetic nephropathy is closely
related to the high blood glucose, immunoglobulin deposition and the expression of cytokines; the application
of CsA has a protective effect on the renal disorder.
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1.1 FYPHAREBAHE . EFKEQ80120)g
Wistar B KB (M BB A PEAGRE LR
YR30 R, B FRES N CsA 4.DM 4.,
EXXBACON )34, B4 10 R, HISiTR
10h, RA—WKHHEEEFERERE(STZ, 28
Sigma 2 )55 mg/kg B M &% DM Xk B
H,48 h jF R # bk i A i S5 (R EBEATDW
EREHL I, 2 W I 8 9 >16. 7 mmol /L X HI# R
. R R B KKK PN —E A Nat K+,
Clm.Mg**, 45 H M W 1 ¥ #8 = B A 4R 3 # 70/30
GREALR A D, 48 i 3% 3 % #£ 20~ 25 mmol/L,
Bie DM KBHASUHRE  HHEFEKDR
KBE, R 24 B, A RFHAMPRE N %
RECAVBANBENS mERE, CsAd
F 28 A4 T CsACRILHBGEAFTHH R B RFTE
AT, B2 % F H10940007)3 mg » kg™ « d 'O fiRt
6 &:;DM SRS T HALWKIT. Fk 34 AELES
HAR BMEFRHAASE.

1.2 ALFHEEWE S8 3h Bk 4 5 X R, R
EIRER B AR PR BRI E 2, BB .
A, S5HET: OFAR-FLHEI R G B
EEA, ARESRAB., @Masson Jufa . FHEA
ARRAELRE MBGERG AHMEHIA,
O@PASH 5 . Y1 B . ML . Be% . HH,
BEPMREBMNEEER BRSSO, KREEE
. @A IgG. IgA  IgM R B # 5 KA F-«B
(NF-«B) Fe b B F-p1 (TGF-B R 5 . R A 99
BR-EYRESGBER FHHA G. IgA . M B R
4312 1 £ 100.1 2 150.1 + 50; B4 41 NF-«xB.
TGF-Bl B #4504 1+ 100,1 + 500;3,3'-=
SEBE R (DAB) 8 5, Harris IR A B %,
BARBAK A, AERNERIEAEREAT
BAKABRURAREFERFEG, TR R B
BRIRE A, SR8 ALY R AR MBIk 5 #:xt
BT E B4, %A Image-Pro Plus 6. 0 344
Xt 5 A B 48 b % B R A 3 17 MR B BE (AN 43
W AERBEAREALFESRE,

1.3 %iitee7sk. 5 SPSS 16. 0 G- %k i, LB
BREUHBLHREE L) EBR,RALRAR T =
SR AE LML, A LSD % #4174 418
B,P<0.05 HERAFHITFEX,

2 & R

2.1 DM KRB HEHER 2B KRFE DM 5%,

BB, ERE RGN FEEL RS, DM A5
1H,CsA4%T-2 H.
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2.2.1 HE 6. BT CONHABFRALIEHR.
DM A B/ REF BIMK, REFREEHNE,
RGBS NREANSE TG PREL. B
K-W&H, BB/ M REVBER, BT MEHKRE
B, IR 4 B 9% , 3 7T 025 M AR 4, 1 /) 3h Bk o Bl
B EERE. CCAHLAREHBEES.

2.2.2 Masson $2f5.CON A B AL TEX. DM
HEPRNRAKEHBHE, BHELBY BB
EEBNENMEHBHE; BRFEHE, BS6,R
BT 4L, B /NS Bk P ALE B A IR,
2.2.3 PAS¥:6,.CON ALK EH.DM H'F
MARAFHABRFEERIR,ER46, B/ REH
mEE MEELF/NESNEABHE, B/NREH
k- 3

2.2.4 BREAEREARZEHAML.CON AARY
ARENEELEHRMNERREHAES CRE
BR%. DM 4.CsA A KB T/ PR B/MEEEH
BAENERRYE AN HETNRY,E5% DM
HE—EBENBE. #187R,DM4AMCA A
HERER G IgA HULEYHBERF CON 4
(P $<0.01),CsA AN BA BIETF DM 41 (P H<
0.01)., &H IgM UAEMBERE.

1 HFAXRWAERRRES R NF-«B. TGF-p1 iy

BHALARER G+ Al
a9 HWE  AX10%)  LG(X10%)  NF-«B(X10%) TGF-f1(X10%)
CON#l 10 13.59+ 2.13 19.624 2.35 23.88+2.44  18.2949.13
DM# 9 56.20£15.53® 65.56+16.62° 55.19+3.58® 52.2147.29°
CsA#l 8 37.30% 834> 36.52+12.31% 27.76%2.62% 32.42+1.17%

#:5 CON 4 i #,*P<0. 05,°P<<0. 01; 5 DM 4 % ,°P<<0. 01

2.2.5 B NF-«B,TGF-p1 %8414k .CON 4k
BENRENEERARM/DMERRXHEE G
HREBMYK., 7 TGF-B1 R4+ ,DM 4.CsA
HARMEIR.BNELEARAEFEHERAB
B BE b5 B DT B Y s T 2 NF-«B e b tarh
BUBNMEREIE. BIRELIRE. R18EXR,
DM 4 fl CsA # NF-«<B.TGF-f1 WIIBHB K
F CON 4 (P<<0.05 5, P<<0.01),fH CsA AW
iR A% DM 48 8 8% (P #<0.01).
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EHM % (=0.355,P>0.05); Zi i B F NF-«B 5
TGF-B1 #i:x X B % EMX (r=0.341,P>0.05),
3 % #

R DM B ¥ ARG/ EZ—,DN 28
B8 B O N B /N R B A RS T /AR
B BEEBBRERAFTR, RAL MK DN pEE
WAEE — R R, 2007 FEEET FRBRES
REM(DM KBHBHRBERERHEERERR
B 8 , 85 R A5 5 g% (DKD) %/ DM, DKD £
#H 154919 DN M3E 8 R % B % (NDRD) , 1 IgA &
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B4 K BT B B L E WA T K S 0 B R R
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W EE O, A A B 2 AR B R U DM W 4 B
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ALK+ DM 4 'B/hk E K. BFDRRE
40 B /NVEE 40 DA B R R A TG A TgA UL
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F CON 4., Mekori 2P 12 IR EER N
FEXIAWDM REFERP.IAEESHKEE
BB R R C3ULE,5 M EH IgM, 1 6 i H IgA,
1 BB 1gG VIR 3 R AL B/ DIRE i IR . R B4
BEUREMEREBRERZEREOGURCIT
B, Miller £YB3E X 3,STZ %% DM K Rl ¥
IgA.slgA HEHK R H &Y C3-IgA-CIC K ¥
BB, BFRRERARERIAKE IgA IR,
Bohle %4 i§ DN B & F/NERRPHFELEHA
.ERAR.THESHRERAFERIE. BitkaT
Iy, To U R A W 4 B2 3F R 40 M % 82, DKD R % 2
— R BB R SN R E .

it %£iAN DN B—M 5B RIELRKHKR.
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#1). Dalla Vestra £33 T —4 2 1 DN 8%,
EAARMH C-KME S (CRP) . R EBEY K
AGAA) HABAE-6AL-O)HEAK. ALK
F# R %,DM 4 NF-«<B EFHA AP REEE/NE
FHEAESHTFCONGA, 5 ERFRLBEFR
FHRRGRERLTXER. NF-«B BHR BRI
E¥FEAF,.HS5DN RERBHTRBILE Y-
ODMBEFHAP NF-«BBELMREAREF . F
WMaF AR TRRE, TREAEAMRMPHER

A o R AR R R R R B R AL
MYE RN REFERE T, MERETR
HMERERG, ONF«B U BL AV ERERE
HM (MMP) {2 3t 5 /5 2 % BN R, 38 /DR B
. OHMBRET, FX-IERKRRERAS)
BWOE, i RIKK T (Ang 1), 870 BIE
NF-«B RIELB A,

EEXXRS,DM 4 F 45 TGF-Bl & H
B® T CON 41, B 5 Masson Je BT RIAME £ /b
BESVAXR, B TGF-L £ B /R KR &
SFRALTEDTREORMEM. BES B
2 % DM &% R TGF-f1 #1TH M Z A, DM 4
TGF-BIABRFER4,FEMEREOHGERE
{9 34 110 70 7t ¥ . Korpinen 40176 1 & DM B E R
R AR, TGF-f1 25 DN RERRK
AP R . OTGF-f1 B WA RAM, R F
/NBREIA . b B4R A L P9 BE 40 S B O il /N B BEARER
i mRNA R % @335, I T2 3 B 40 e K0,
@TGF-B1#B {2 i 1§ B 40 U 51 2 J B9 & L BUR B UL
BLREFRFEMLT.@ERATFEDN KRE
FEEEEA.TGFR TES LM REATON
B (MAPK) %2 fl smad 2 B3 ' A KK R
=0%), @TGF-B1 3 vl {3 AR 4F 4 40 Ma 0 5 B 40 M
Ryl A B v LA B AR R P 0 B, B R
oAk, AT B N R ERERE.
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FALAMERMEPEREEHATE HEEEONEAYFRAR. G454 R IEFRE.BHIERH THE
NP REWT. PEFEEE B F R IFFE 45~60 min, MR EHFIEFREJWHT. BRI
1 GEEN FHREHEALTHERRS HEH. 8 ALSMALABEFLEBENERAR
L1 —RBEH IR LREN Skm, UGMRBRM O D RERN B ORREER TRARERSAR

BERAE FHBORT A PESR,
Blo4,%& 21 B, EHER 24.5 ;0
R 5~40 ml; PERE 1~12 h, EB
BAEYEE.

1.2 REFKEXEREE AR AP
P B BRI A AR L BB LAk
%X EE T B R L 4T HP 8
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R Y R A AR
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