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B OHEALI, 200, 100 42 50 mgkeg H W FHEBRTHE, KIMWMEA 24 h HEREEM(P<0.05), AEER
F &K (P<0.05), H.niF ¥ BUN. SCr. TGF-pl A PAI-1 4&F= | 4041 TGF-B1 #= PAI-1 & A 34 2 F &K (P <0.05). &g
¥} &3t CRF K R0 B A — s EAE A, AL k& B8 2048 & TGF-B1 #= PAI-1 RiAH %.
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Effect and Mechanism of Coptisine on the Rat Model of Chronic Renal Failure

ZHANG Ling", XIONG Weijian’, ZHANG Taijunb*(Hospital of Traditional Chinese Medicine of Chongqing City,
a.Nephrology, b.Scientific Research and Education Department, Chongqing 400021, China)

ABSTRACT: OBJECTIVE To explore the effect and mechanism of coptisine on the rat model of chronic renal failure(CRF).
METHODS The 60 male SD rats were divided into 6 groups: the blank group, model group, positive control group and the
200, 100 and 50 mg-kg™" dose of coptisine groups. Rats were gavaged adenine 28 d, except the blank group. The high, middle,
low dose of coptisine group rats were gavaged 200, 100 and 50 mg-kg™' coptisine each day. After therapy, weight, urinary
production and urinary protein in 24 h was detected, urea nitrogen(BUN), creatinine(SCr), TGF-B; and PAI-1 in serum was
detected by Elisa; the expression of TGF-B, and PAI-1 in kidney tissue was detected by Western blot. RESULTS Compared
with model group, in 200, 100 and 50 mg-kg™' dose of coptisine groups, weight and urinary production of 24 h were
increased(P<0.05) and urinary protein in 24 h was decreased(P<0.05); BUN, SCr, TGF-B, and PAI-1 level in serum and the
expression of TGF-B; and PAI-1 protein was decreased(P<0.05). CONCLUSION Coptisine has a certain effect on the renal
funtion of CRF rats and its mechanism is related to the expression of TGF-B, and PAI-1 in srtum and renal tissue.

KEY WORDS: coptisine; chronic renal failure; TGF-f;; PAI-1

2 14 & T §E 22 45 (chronic renal failure, CRF)
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I R L% CRF ¥R 7 T+ B 3 20 ML 0% A B I
e, WORHINE 7 EE KSR, 52
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N AN R, R A AR A R
A S0 BB A etk EAERPLEIRBP, A
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FHER T H AL

1 #MRFGEE
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BOE(FE R T AE R A R AR, S
20141026, 4HiE =98%). BV R T A B2
K, FRR 100 mgmL™', £ H . BREEA (O
ez B RHEA R A A, k5. 20120711, &
B>99%). REHF(REZ)E, fit5: 20150303,
Hitk: 485 g).
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50)g, ) H B R ERER LI sh Pt VERTIE S
SYXK(71)2012-0001 .
1.3 55

JRZ % (BUN). WUEF(SCr). TGF-B; Al PAI-1
Rk S R P A E W B cloud-clone corp, #lb%
4358 20140506AP, 20140302GV, 20140801HC,
20140607DA; 41 i TGFE-B, M1 PAI-1 — i} EHT
R IgG P H Sigma A A, #HTHHN
2A132, G6H36, 46D89, 35B42.
1.4 143

Bio-Red B A (£ [E Gene); H shEfik &A% 14X
(32 [E Thermo).
1.5 Hik
1.5.1 &R A% 60 R#EE SD K BE
Bl s A IREEA . R, $5E 200,
100 A1 50 mg-kg™ FIE4L, 4 10 H. EWAL
TIEFFE, HREHSE TEH SWIEES L,
TSR 28 do WEREENS, JREFEAGHER RS
6.7 grkg™', HEEERK 200, 100, 150 mg-kg " 7
B4 H 4> BIHE S 200, 100 A1 50 mg-kg ™ HOEH,
25 RIS R ZH HE A AR AR B AR B R UK
152 WERRK RGN HBUEEERTE KR
(AR o AR, S HRE #iOIROL . W53 B K S
1.53 24 h JREXREERN 529 K, HAAW
WK 24 h IR, WECSHIRE, JEHH
e v EA R R A S &
1.5.4 [Mi%+ BUN. SCr. TGF-B1 & PAI-1 /K°F
il 28 30 R, RERZBEEK—K, 10%KER
it B v S PRI, WSk Hfn, 4 CRERE 1h, £f
E T B R, A R Elisa W0 &
B 4T HE1E, % BUN. SCr. TGF-B, f1 PAI-1
K EAT AT o
1.5.5 B4 TGF-pl1 KX PAI-1 FRAMRIE W
WBEE, AGEICH SR, BIRE, IR A EE
TR ZH 0 24 AA CFF 0.242 2 g Tris ¥ T 20 mL 7%
K, AT pH BN 8.0, ZRJEMA 0.149 g
EDTA F1 0.16 g SDS)fi#2 8 1, H BCA iEX & H
AT E R PR AR KA K IE AR
2 000 pg-mL~" MRS, AN 4X _EREGE W, T i
KK 5 min, 1E-40 CILE FA7#; B 10 pL
HALEEE 80 V R 4T SDS-PAGE #E%(10%)H
vk, FPKESE] 30 min, ¥R 120V, HUREER,
200 mA FEGRE 1 h, FEAEEE N A H A E
HE IR 252 2017 4E 1 55 34 555 1

PVDF i, i #%. 8BS N PVDF JiE, B 1:250
TGF-B,-PAI-1 fil GAPDH —Ji, fE £ i F#¥ & 1 h,
P TBST %6 3 X, X 5 min; MIA 115000
= PL, EiR T HE 45 min, TBST 3L 3 X,
X 5 min; £ ECL &£, BE=HEOE 2 min, BEER.
1.6  Zitorth

KA SPSS 20.0 AP AT Gt 0 A, FERRL
PLx 5%, HEEEH ki, L P<0.05 &R
R RAGI R L.
2 SR
2.1 KEM—miE o

RS 29 K, SEAIAALL, FER 200,
100 A1 50 mg kg™ 7 4H K BRI 4% SR B 1) S 184
(P<0.05). JEshEIER . BRI RN RE, 4
R 1,

®1 HABA CRF ARAKREH T H>0=10, x*5)
Tab. 1 The effect of coptisine on weight in rats of CRF
(n=10, x*s)

g ___ fﬂifﬂi%/g‘ﬂ:

AT RS 29 K
U 247.7+25.9 338.7+36.9"
FEAZH 255.3427.5 227.8+21.1
JREFEA 250.1+26.2 343.7431.5"
H IR 200 mg-kg ' 4 249.0+25.6 340.6+35.2"
R, 100 mg-kg™ A 251.3+24.4 318.7428.7Y
LT 50 mg-kg ' A 249.6+25.5 324.6+29.8"

e SEARALE, YP<0.05,

Note: Compared with model group, "P<0.05.

2.2 HOERIKT CRF KR 24 h JR & KR & A R
GRS 29 K, HEERIALE, #EIER 200,

100 1 50 mg-kg ™' FIHRAH B EWIN KR 24 h R,

I 535 PR R 2B B (P<0.05) . JR7FTE 25 #E,

200, 100 f150 mg-kg™ FIBALR EMER, 4

KWK 2.

2 HEMI CRF KR 24 h R & KR & B 0 ®9H (n=10,
xts)

Tab. 2 The effect of coptisine on 24 h urine and urine
protein in rats of CRF(n=10, x=*s)

H 5l JR & /mL JREE Fl/mg
2 H4L 32.8+11.3" 50.1+4.4"
HAIZH 21.9+8.6 146.8+16.9
PREFEAL 30.1£10.6" 60.2+5.7"
TR 200 mg-kg ™ 4 29.4+10.2" 60.0+5.6"
HHETL 100 mg-kg ™ 4 29.5+£10.4" 60.1+6.0"
HIER 50 mg-kg ™ A 28.2+10.1" 61.5+6.2"
H: SEAA LR, VP<0.05.
Note: Compared with model group, Yp<0.05.
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2.3 HEEEHX CRF KB IMLE # BUN.SCr. TGF-B1
J PAI-1 & 2500

RS 30 K, SRR, FEIE 200,
100 A1 50 mg-kg ™" 74 £H il 7% 1 BUN.SCr. TGF-p,
J PAI-1 & &3 8 B (P<0.05). JREFHH 5
B 200, 100 1 50 mg-kg ' FlEHATL B EIEZER,
ZERNE 3.

2.4 TERNE A TGF-B1 ) PAI-1 FE AR IE K
Al

Western blot 257 6% &/ Hr ion, HTAH
ELAE, BN 200, 100 A1 50 mg-kg ™" 7 4H 1M %
o TGF-B J¢ PAI-1 & H & IE W3 PR (P<0.05) . JK
PG 45 #ER 200, 100 150 mg-kg ' FIEAHT
EMER, GRNEINE 1.

£ 3 #EEMA CRF AR M+ BUN, SCr, TGF-B;, PAI-1 &8 fu 41 4 & TGF-pl & PAI-1 & E XA ¥ (=10, X+s5)
Tab. 3 The effect of coptisine on level of BUN, SCr, TGF-B;, PAI-1 in serum and expression of TGF-B; and PAI-1 protein in

kidney in rats of CRF(n=10, Xxts)

415 BUN/mmol-L™"  SCr/umol'L™"  TGF-B/AU-mL™"  PAI-I/AU-mL™'  TGF-B; & [AFKix  PAL-l HAKXE
FHAH 6.7£1.0Y 114.1£10.3 56.8+43.9" 10.9£0.1" 2.440+0.2" 1.232+0.1"
RIRIZH 16.1+3.7 216.5£16.6 117.9463.4 15.6+0.2 10.322+0.5 10.360+0.4
PREFIEH 7.442.5" 154.4+£14.3 58.9+44.0" 11.940.1" 5.963+0.3" 3.870+0.2"
FERK 200 mg-kg ' 40 7.342.5Y 152.2+14.3Y 76.6+48.6" 10.9+0.1" 5.875+0.3" 3.776£0.1"
BT 100 mg-kg ™' 41 7.6+2.2Y 167.7+15.0V 79.0+50.0" 11.0+0.1" 6.068+0.2" 3.890+0.2"
T, 50 mg-kg™ 41 8.1+2.7" 170.5+15.1" 83.3+51.2" 11.4+0.1" 6.224+0.4" 4.011+0.1"

TE: SHMARE, "P<0.05,
Note: Compared with model group, DP<0.05.

RAEAL WOER SOER HOER
FEA B 67 mgke 200 mgke! 100 mgke 50 mgke!
25 kDa

TGF-Bl e s o o o

PAI-1 - TR e WS 43kDa

GAPDH #s SHSS S SIS S s 36 kDa

Bl 1 #FHEsxE 4R TGF-B, X PAL-1 & B kA 0 %
Fig. 1 The influence of coptisine on expression of TGF-f;
and PAI-1 protein in kidney
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b, MBS KA, SOERXT CRF MRITH
—E M FT R S FETRERE R TR ) )
WE N 400, 200, 100, 50 A1 25 mgkg', &I
400 mg-kg™ A1 25 mg-kg ' iX 2 MHIELLA R A
it 24 h JREMXJREH. MIEY BUN, SCr.
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BT EVCE 9 200, 100 A1 50 mgkg .

b7 CRF WitHIIARE, B IEAF 402 24K
B 5 R B L Al . TGF-By 2 e B I BT 4
IR 7o BBt 7E KB, TGF-B; BEE % - 1H DNA
RN 1 RIA, (615 Rasal 1 ZERREZITX
W A, M #H] Rasal 1 ZEFMFRIE, HEm
5L LT e 40 (B B AR . 4k, TGE-B, i
RE AR LI 0 RS, 5 5 R gl R A4 b % -8 78
J5R A M AR 3 A T IOT, R2 R JE T )
SRR NEREEALTY . VAR R BGE IR -1 =
PA Hp 5 MR R 7, B 50K, £ CRF KR A,
PAI-1 [RIE B, 7615 4F difb b k45 55 B 2 11
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