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Effect of Coptis Chinensis on Expression of NF-kB and PPAR-vy in Kidney of Diabetic Nephropathy Rats
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Abstract Objective:To investigate the effect of Coptis Chinensis on NF-kB, PPAR-vy and pathological changes of kidney in STZ-
induced Diabetic Rats. Methods : Diabetic model in SD rats were established by intravenous injection of STZ combined with high-
fat chow feeding. The models were randomly divided into a model group, an Irbesartan group [31.25 mg/ (kg + d) ], and Coptis
and high-dose [ equal with Coptis Chinensis used in human:83 mg/ (kg + d) ,500 mg/ (kg « d),1000 mg/

(kg - d) ] groups (n =8 each),

Chinensis low-, mid-,
other 8 SD rats were selected as normal group. After 12 consecutive weeks of administration, the
expression of NF-kB and PPAR-vy in kidney was detected, and the pathological changes of kidney were observed. Results: The
Coptis Chinensis groups decreased the expression of NF-kB (P <0.05); The Coptis Chinensis mid-dose group and Irbesartan
group increased the expression of PPAR-y(P <0.05) ; In all the Coptis Chinensis groups and Irbesartan group, pathological chan-
ges of kidney on STZ-induced diabetic rats were alleviated. Conclusion: Coptis Chinensis can decrease the expression of NF-kB,
increase the expression of PPAR-y and alleviate the pathological changes of kidney in STZ-induced Diabetic Rats.
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1,MCP-1) 41 i [R] 25t 4> F-1 ( Intercellular Adhesion
Molecule 1,ICAM-1) 45 B4 48 S v 40 i 1] B 7Nk
B 175 KT e B /N A A B LA 45, 25 DN g
JE o i AE DN 9 ik B v, PPARy 1] 3 1o 10 i)
NF-kB &3k, 1% DN 58 PE SO 49, & 4% B JOE AR 4
YEM .

Wi T E R Y & & ( Coptischinensis-
Franch. ) . =ffi 1 ¥ 1% ( Coptisdeltoidea C. Y. Cheng et
Hsiao) 8%, 7 3% ( Coptisteeta Wall. ) 1Y Frpm e H
A PR VR, ) N T AR O R AR
& BRI Z R o AR R AR 43 vh BRIl R
VEE G 7 LR B R 007 A R PR A
PR, IR R R B A R PR RO, UG T — )T
o TAESE R A 5E i AR 58 1 v 3% BT 5 $h iR /)N B¢
Bk B 5T A HAT — S P AR W B ok 5 0 PR s O R
SERIERTS o ASBIR ST LA 4 A 40 4 B 2 5 15 7 18
RLR T8 T B, 6 BCHAT ' IE LR 47 4F T A9 PPAR-y
AR B A A S0y 458493 1 NF-kB AE S W5 46 5
XoF A [v) 711) 25 8 34 TG A0 X I — 5 B 52 ), Oy i
PRIV 8 3% T 151 DN $2 (S g4
1 #MR57HE
L1 #E
L1 3hY) WSS AERERENE SD R 70 2, AT
i 160 ~ 180 g, I [ At 5t 4k A 42 SL e s B R A
R, G H8AIE S SCXK(52)2012-0001 , 4x 4 3% T
AR RR =B A L IR E B s P R s (=
20 ~24 °C,ZS S AHAREE 50% ~70% , & G
12 h, A1) o
L1225 EiER T 0RL, L5 B RHEY) o
% CoptischinensisFranch. [ T AR 2L, W H Jb 58 5
{232 FR S 7] (4151 15005651) , 1 ¢ ¥ 1% Ft )7
WORLARICE 10 g B8R Je WUVb 3 A (22 1 4E) 1l
FIZEWAE (UMD RIZ5 A BRA R (LS . 5A154) 5 w5 i
Tl (66. 75 % L i, 20% FERE, 10% 53 ,3% &
UKy, 1% JHE 0. 25% JHEREN) W B JL 5t BRR B )
T b BR A 7] (it : 1002900017691 )

1.1.3 X7 5188 88 NR1{E T = ( streptozotocin,
STZ) g H Sigma /A &) (585 :S0130) ; f $T NF-«B
p65 (A) BFEfESTIA(1: 100) g B Santa Cruz 23] 7™
it (52552 se-109) 5 8 B — 20 1 e 41 A A ) 3K 5

525 PV-9001 ) I [ b 50 b AZ AR AE W HOR A R
vl gl RNA $E BG4 (175 : CW0581) SYBR
Green % )E 7 PCR X F & (185 . CW0956 ) | HiFi-
MMLV cDNA 2 —4# & s R & (1855 : CW0744 ) |

B B A B 22 A R A R A A 5149 7 5
H E SRR AR Y HORA PR A A A . ABT 7500 R
LI E 7 PCR AU [E ABL 2w A2 77, B
ARELHT BXS1 2t (5 b S A H AR BUBR B2 B ke
BV I WA Sy

1.2 ik

L2.1 Zpd S5EAH & SD K FGE NP FE 1
J& , FEHLT N IE R X BRZH (n =8 ) F1 STZ i T 4H (n =
62) , o T E iR K s Rk, 4 F S, STZ 5%
ZH SRR TR SRR S L ) 1Y) STZ ¥ (35 mg/kg) , IR
X BRZH T 45 0 AR PR NI S 1355 o STZ 1355 72
h J 1 JE 5, B Bk R i il 25 I B ( Fasting
Blood Glucose,FBG) ,2 ¥k FBG i1 16. 7 mmol/L
b DM i B T T A DMK R 40 H
BEALSY AR 2H | DL Y3 2 B AR P L A
2, B4 8 H,

1.2.2 52559 Je V7 31.25 mg/ (kg -
d) JE Db R (el ) HE 5wk b R A
AT 52 mg/ (kg »+ d) . 312.5 mg/(kg - d) 625
mg/ (kg + d) B3 FC T OB FVE 5 [ 37580 BN ¥ i
Yo il .83 mg/ (kg - d) 500 mg/(kg - d)
1000 mg/ (kg - d) ], %4525 12 4™,

1.2.3  filldeds 57k

1.2.3.1 HE 38 55 12 JER, A oK BRUIE s v B
IKEAEWE (10 mg/kg) BRI , T A 340 125 K B 5 U
P F P B R B A ] ), B O 45 A o A
e R e I A e EZH 2 4% 22 5 W
WE A IR (4 pm) 30 HE et e i
T ( x400) WREE K BB /hakoig B ek 42, {8 ] JEDR
801D JE A2 I3 BT R G A RAE IR

1.2.3.2 fpEdifbyet Boa e ) A (4 wm)
TR HL UL = S /N EK NF-kB Kk, D IR
IS 5 e Uk e TR VA BB A5 3% i AL E IR S ~
10 min,PBS .2 min x 3 ¥ HIN—30,4 CUkiE
L, PBS Yk, 2 min x 3 YR 40,37 CHER
30 min, PBS #i¥t,2 min x3 ¥k ; DAB B4, £ 18K 75
3 PE s DAB S 655 DR 2 A Qe A A, Ak, IR
FIRE SRR, A, rh P e o skl
HTEFE S ( x400) T RERCE A B /NERIY 6 A~ iE 4L
AN AET , DL o B M A S B 4 o Bl A B
BR BAYEAS 5, R AT Image-Pro Plus 6. 0 {573 #r 4K
PFI 7 - BB 43 0% BEAE (10D area ) , LT B{A AR
AR BB B T PR = - R G A
1.2.3.3  SZEF5% % % i PCR 6 M 5 JIF PPAR-y
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mRNA ik BCG 'S 4405 K2 T 100 mg, #2841
RNA $2HUR 7 & U B AR /EHE 178 RNA $2H, LUK,
RNA AR |, W% 554 )% ¢cDNA, % Primer3. 0 %
NCBI-primer BETHF BT cDNA |37 e Ui
519, i L s A W H R A R A LA S,
PPAR-y B /5 41 [ :5'-CTCC AGCT GAAG CTGA
ACCA-3', Fii#:5-AGATCTCCTGGAGCAGAGGG-3
163 bp; NS B-actin 54551 I .5 -CCCATCTAT-
GAGGGTTACGC-3', F {if: 5'-TTTAATGTCACG-
CACGATTTC-3",150 bp; £if Il 49 A %t & 10 2 >R FH
W 2 Ak

L3 Giif2edrik (i SPSS 20. 0 #f4F k17 4k 4%
Gt AT, T R AR + AR 2 (v £5)
7, Z2 4 ] LR FH B DR 28 5 22 0 A, AL 1) 1 L 3%
Jr 2255 R A SNK 75, 7 22 R 55 K Al Dunnett’s T3
o LA P<0.05 NESASRIFE L,

2 HR

2.1 KEUE/hek HE et HE Yefan] WLIEF 4K
B /INER B 20 I A5 Bk A AT T, A5 s TR, B /B
PERT BRSSP TEHE R WLIG R A, B /NS 5 T AT
B TR0 5 A L 9 P S5 17 0 LI o DN R RV /B £k
FRAE/IN BN A BRES VMR, Jry B /N ER A 4L £ 2
b B EAEAR , B A0 0 A T B SR A, A AR ) I
TURL S BO08 o B TR, B /NG5 28 400 , B I o i 7 484
Ao B DD I R AR R R T U, KR
B /NERIR AR AT Bl B/ NERGE A  E B, B A il A
BREGA TG IR, T 40 M A e A8 U A, AR MO IR
oL HE Yo g5 LR 1,

b

E1 REKRENK HE 26
VE A TER A5 B IR ; C. B 0 L 3D 363 T )
L R AL F DLV
2.2 KEUBNE NF-«B g difb e 15 41K
B /NER AT WL/ B NF-kB 3k, B /NVE B LTF A
51 NF-<B % 03 15 1E 9 41 L4 BB LB /N BR
FHOW R, 2525 ) w45 A T W5, NF-kB %
Bk ER LK 2, RS B BN, 5I1E

A LR, BT | JE DL VP SH AL B /N ER NF-kB ik
WL T, 2R A G A (P <0.05) ; HEIAA]
LA, B0 45 A 4 NF-«B AW B FEAIG, 2 74
Geite i L (P <0.05) , Horr 8% pl i 41 NF-«B
TR, AR 1

PR b ,fft'ﬁ_
2 HBEKRRE/IEK NF-«B REALGE
TE: AL B ARG ; C o B AT B 40 5 D < 23% v )
AL EEGE R AR P A,

®1 BHEHXREHE NF-«B 2RAXFHRIABER

2051 H NF-«B(10D/AREA)
IEHA 8 (0. 00520. 0006) 10 ~2
BERIL] 8 (3.37780.7708)10 ~2*

HOERA 8 (0. 44450. 0602)10 ~22
W 8 (0. 40380. 0568)10 ~24
WA 8 (0. 46970. 0666) 10 ~24
JEDIYPIAZ] 8 (3.35460.7722)10 2~

VE G IER AL " P <0. 055 SHOMAL B P <005,

2.3 REUFHE PPAR-y mRNA %3k SIE#HAL
B RIRIZ WA A B DL YPIH 4] PPAR-y mR-
NA FIk U B R, ZRA G FE L (P <0.05);
EJRRRIL LA, W e R i 4 S DLV 3H 2 PPAR-y
mRNA KB BT &, 27 A Git% 8 L (P <
0.05) , )@ I Yp 341 PPAR-y mRNA 223k 5 T
HEER A (P <0.05) , AR 2520 18] 22 5 A B
(P>0.05) , 25 WK 3,

0.41 BN
-l

L) - AL
& 031 Bl
*-é (IR
= Ll waa ™ B
%: Y

0.1 *A

0.0-

3 #&4HAR PPAR-y mRNA PCR 8
T HIEHA R P <0.05; 5EAL S P <0.05;
5 m AL A P <0. 05,
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DN 135 B 028 G035 5 /INask A /N TR B AE K
B /INER L JC B4 5L | 200 i 71 5 I B 1 AE B /N ER R
Je B /N LR P PLRR . ASBIFSE & BE DN AR 20
B NERR B/ LR 4R AL, ShRERE IR WA 8, 745 4 DN
J5 01 /INER 2T 4 A s B A, 25 8 ) DL Vb T
TG, B/ INERET A Ak A2 s 4%, B I s B4 103 2% 7
VLB BEE I U DLV 0 5 2% ff DN B I 453453 19 7
il

B ey 4 AL G o IS B IR 4 NF-kB 3%
IR T /NERER 43, T AE B /INE L ISR AS 2]
NF-«B %5, #2775 DN 35t f i, i NF-«B /%
(19 98k S R T B 2 2B T B /N BRI, HLT i i SE 4
RSN ) B NER SRS e SR RO, S
INERH 5. PCR A6 I % B, 465 750 4 VB IO Bz J5 o %F
NF-«B A M ) PPAR-y mRNA &£ 2T
W, $RRTE DN St Fi o, (e o 8 M Sz 0 2 1 ) 3
Z R 98 P4 U0 3 R /0, 6 R 30T DN Y
INERAG T o TS 2 TP, S B 5 T DL Y 4E R
AEH B PPAR-y mRNA [ 55 &, 3278 — % 0] fEad i
PPAR-y FHE &M T NF-xB K HA G 19 R 1k 2
I, GEfif T DN W HESR . oAk, B T HUS o8
B> NF-kB 728 /RIS R I8, 2 — 2L 1S/
BRASVE IR , 3% 7] fi ol F 804 & A 2R U84y, 5
JE UL Vb3H LA, RESS 80 R DT A M T, L AR ML)
HIFIRAMS .

B ARWRSE S BLEGE T IR DN B /NERB
XA HE S HAP 6] DN B /Nek NF-«B 85 H 35 3 5

PPAR-y mRNA FikAH%,
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