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B8 WLEE UTiE 5 0 PR ' 9 (diabetic nephropathy, DN)K BUBEIMLLF i RGP EH, JHR
WHAERSHEG R, FiE: BWistar KB IE L. BRI 013 Iy s 70 i 4R 0T
TR 2H . BRIEH A5, 4 I R 59 55 IRAK TR R (streptozotocin, STZ) MYy i i 37 W i A
A R SRS H S STZ 5 18 45 41 K B I R 5 2 (fasting serum lisulin, FINS)/K -, M
F1NH L ESSTZIE1E . B254)8 M 45 AESJ—JFEﬁml?b@(fastmg blood glucose, FBG). [ﬂlﬂE(TC
TG)/KF-. 452588 )5 145 41 K B3 1L #2 K B, (thromboxane B,, TXB,). ZZ1R 21 %5 il 5 34015 )
(tissue plasminogen activator, t-PA)ﬁ?*(ﬁ@@ﬁ(%ﬁ{ﬁ%?mfﬁj%-l(plasmmogen activator inhibitor type-
1, PAI-1)% i K 4% 20 R BURBCRE U8 1 (UAE) « IUILET (SCr) FURMLEF (UC) A8, JEITFH AR
WUEFE BR % (CCr) . M KRR EEAIE, Fa'E &, JFE S EHE A (kidney index, KI). ¥¥H
HAPATHER D | o WL A5 IS (PAS) B (S i A2, I FH 5 2 240 % S Weestern E[1 7R A6 I 5 2H
z/QPAI-lﬁ@EE%%L7K¥&Hﬂ%‘é%E%ﬁfiﬂ”(PCR)MJﬂﬂ%EZFﬁPALlE@mRNAB‘J%%ii/}ircfto R M
IR A IR FIN, FBG, TC, TGHRZE & TIEWH (P<0.05), SIEHWHAMIL, BRI MK
KI, TXB,, PAI-1, UAE, CCrillW] & FF(P<0.05), ' 4H4IPAI-145 11325k M mRNAZK W] i |
(P<0.05), MiVAITHLL FABARIE FAEAI4 (P<0.05), H ol F @ F a8 T ol =4 .
it VU T R AR, AR TR CPARIIKOE, FEIRIMIEPAL-1, TXB, &, W/ IRE
ﬁﬁ{‘lgéﬂ(/\PAI—lﬂ/‘Jﬁﬁﬂ]mRNAE/‘J%:zl_i, H 0TI 7 X505 R R BB B AR AV FH 2 5 e AR
DUV Tr s BEDROG B s AL ZURNZR VA I RBOS Y s APV ROS I - 1, ke &R B,
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Objective: To observe the protective effect of Zhenging Recipe on coagulation and fibrinolysis system in rats with
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diabetic nephropathy, and to explore the relationship between effects and doses. Methods: The Wistar rats were
randomly divided into a normal group, a model group, a high dose group of Zhenging Recipe and the low dose of
Zhenging Recipe group. Diabetic models were established by injecting streptozotocin (STZ) into the abdomen
except for the normal group. The blood insulin (FINS) of each group’s rats after feeding 1 month and 1 week after
the injecting STZ were detected. The blood glucose (FBG), blood lipid (TC, TG) level after feeding 1 month, 1
week after the injection of STZ, and 4 or 8 weeks after feeding decoction, the plasma thromboxane B, (TXB,),
tissue plasminogen activator (t-PA) and plasminogen activator inhibitor-1 (PAI-1) content and urine trace albumin
(UAE), serum creatinine (SCr) and the changes of urine creatinine (UCr) of each rat after dosing 8 weeks were
detected. The endogenous creatinine clearance rate (CCr) was calculated. These rats were weighed and then put to
death. Calculated the kidney weight index (KI). Hematoxylin staining (HE) and periodic acid Schiff staining were
used to observe renal lesions. The immunohistochemistry and protein immunoblotting (Western blot) were used
to test expression levels of PAI-1, and the polymerase chain reaction was used to decect PAI-1 mRNA expression
of renal tissues. Results: The FIN, FBG, TC, TG of pathological group rats in each period were significantly higher
than that of normal control group (P<0.05). Compared with normal group, the plasma KI, TXB,, PAI-1, UAE,
and CCr of the pathological group were also increased significantly (P<0.05), and the expressions of proteins and
mRNA levels of PAI-Isignificantly raised of renal tissues (P<0.05), while these indicators of treatment group are
lower than the model group (P<0.05), which in high dose group were lower than the low dose group. Conclusion:
Zhengqing Recipe can obviously reduce blood glucose, blood lipid levels, increase the levels of t-PA, reduce plasma
PAI-1, TXB, levels, reduce the expressions of protein and mRNA of kidney PAI-1 of diabetic rats. The renal
protective effect on diabetic rats of Zhenging Recipe and was dose-dependent.

Zhengqing Recipe; diabetic nephropathy; tissue type plasminogen activator; plasminogen activator inhibitor-1;

thromboxane B,

%ﬁ'{ﬁ”ﬁﬁ(diabetic nephropathy, DN)%%}JT(
I R WL IR PRI AIE , HL R R e 1Y)
FEJFERG . JERIEY, DNI KR ELA N34.7%,
Har e oA it 2 430 77DN . FLBEE BRI
RERAWHIEK, DN KA N g2, B
BILUE 400 O R B, ] Bk O
uy, RSB HEYREEE, CEAEREE
RfERE . HETDNEE W IR IT T B FE b |
PEM LT . B B DRSS, ER X T RE AY B A
SANAELIRAE . BEE A0 o B2 R ST 0 A i
A, W BEZTEDN R 0y ] (R A 3 B0k B 2
PN NCI IR W= R S = 32 I | RN
2 PR Th AL, BEAE B 52 E S X DN R B
AWERCR . HHERCT 0UE M DNEE ' he
B PR AP HILRAE 5T 7% . DN 322295 BE ol 48 o /v ek
BRI R, RGN, DNAA . KIRS54
BRGURR FHERENLR, WBEFHERSY)
RETT LAk SR AR A 725, ARS8 i3 # 2 DN K
FRBE L I I Jie 43 2H 6 RESC IS, SUUHR0T DTl Iy A2 A g
0% 38 o8 U0 4T 1 R G D) RE R4 X DN T RE iy PR 4
YER, IR0 LS

1 W& E5HE

1.1 4K

M b A B8 2 B 5 B S 3 Sl i b0 M 3K 4 8
HErEWistar K, B8 7R, JoRF & i I
& (specific pathogen free, SPE)%% . KA H
150~170(162.1%5.2) g iGN PEMEFRLE, FrdE Tk
SERUIRI AN e oy R o SRR g K7/ ATINE X PR = SR VN
BAHEK, B ROCHRAR G B 4% 12 h, 1) 55 6
FF25~27 °C, WEERFF30%~50%.

1.2 EEMBFLR

Ul M e AL 24 A rp 24 2 DR AT
WSRO T, AR R ) B e A T A el B e
FEIE I 55 MR W R (streptozotocin,
STZ)W T iR E Y BRA R A A b
I 38 A A 50 & W B AR BT AR ) TR
ARAF; MALEF(SCr) . JRILEF(UCr) |« I =
B,(thromboxane B,, TXB,). %1% 4] 75 il 7 i 0G
Wy (tissue plasminogen activator, t-PA) 0T 55 Tl D
fﬁ%j‘fﬂﬁ?ﬂ%—l(plasminogen activator inhibitor type-
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1, PAI-1). JRPfE A A (UAE) IR & 1
Babstdt i AW H R RT ; RPi K BPAI- 12
v BEBTAAR (1:100) W F 55 [ BB AEE AR A BRA A
DAB. %l AUk 20 & W B BB AR )
BEH A BRS 7 ;5 Western EIGIEEAG I — 41 . 9T .
R &I A 2L E Pierce/A Fl 3 TRIzoli Ml &, &
420X 2, RNAase Inhibitor, dNTP, MMLV
S SEE, Oligo(dT), TagDNAR A, DNAKR
EY I H 2 E Bio-Rad Al 5 514751 ¥ i 3 [
Invitrogen&ﬁjﬁﬁ“jf/ﬁ\ﬁio
AU-400 R4 AL 43 AT A% . AO-820 %1 T3 £1 #f
PIF L., CX41-12C0270 524 B B ¥ A H A<
Olympus/ Al 53317 54 g% S v {X #% (PCR) I
H 4 E Eppendorf/y 7] ; GENEGENIUSHI AR
H 2 E GENEA Al ; UV4802-HA 42 4h 1] L4356t
FEAE 1 G Je A (1) A ER A PR A/l 5 TECANAY
fifi A W E B TECANZE A1 /N F) ; Kodak Image
station*™ MM [ 3% [E Carestream HealthZ\ F] .

1.3 ik
1.3.1 HhH %

XGRSk FHOK B BT AL B, Jf i AT o
UE A, PRBOR Y ITBCE S g/ mLITE S, B
BEHARAE T4 CHEHB AT .

132 52, ERAT]

48 HSCg R BUBENL 2>y I 4 . REALA |
DUVE ARy T AL v T R IR T 444
122, BRIER A, HAR3HAYH T DNEAL,
DL bl B iR R e, BRSOk (6], 5
RIS TE B A 25 T IR IR . T 1A H 5 I 1wk
febn, THE RS Kb, BRIEE S T
TR RN vp IR, YA TSsTZ, — IR IEE
5B, 30 mg/kgo 15 1B (fasting blood
glucose, FBG)/KF-, #>11.1 mmol/L, HEHHR
HEATHR B E B . DN O R R
JP2H . DT AR IR T A 530 45 726 g/ (kg-d),
13 g/ (kg-d) VTG Jy VRS MHE 5, 1E W 2H RIS Y 21
Po 745 AR AR KHEE o FREiEE 8, )
LR BR AR o 2 O 81 4 0 )

1.3.3 &l 7 ik
1.3.3.1 BB KR b, o fig oo M By F KT

A3 5 F MR FE LA T JE X IE H 2H RS 78 4 KRR ML
W5 . MAS[FBG, Jﬂlﬂ%-%%(fasting serum lisulin,
FINS), 5% R B M4 £ (insulin sensitivity
index, ISI), TGHITC]/KFBEATRLM , T4
STZJE 1M IEH A MBI HFBG . & J5 Il HH

(postprandial blood glucose, PBG)HIFINS/KF-i#17
KW, F4zh4, sl IE R4, BRI . viigE iy
R 7 2 4 A ¥ 4 K BUFBG, PBG, TGHITCIK
A TR . A RIS AR R AR B 12 h, HIHHR
KRS B kit e BRI s A I HH 3R] 6 Y U B
F#AE

1332 &K K 3 TXB2, t-PA = PAI-1 &%

A2 K BRI TR 22 1 88 5 dh R # k.
iRl e I o & T o s T VS DO VA W ol e
BB A7 8 SR I, B SR ™ A e IR R & fif 16 B
PATHEAE
1.3.3.3 &1 K R B €454 KI, UAE, CCr

A H KR T R i B 8 J U5 AR 4l i e
928 75 D B R O 3R R) SR  UAE 5 AR 40 i 7
Jir B R FHO R R SRl SCr MU Cork -, AR s
CCr=(UCrx24 hJR i)/ (SCrx1 440x{K ), HJFi iR
] B ALY B TR s SR BT Sk 0 45 20 K RRAG BE
AT IR I, WS IR DU F R, FREUAHE,
540 (kidney index, KI)=XU'H Jifiim /A H .
1.3.3.4 KA FHZ BT F T

By R E TP AL E SR, BHEE
THEEP R, &I e um)Z B2 H1E %
Yl R, WY HEY A 5 PASYM, HAE
B T WL A% A R B D B A AR Ak
1.3.3.5 REF KR 44 PALL & @ £k %R

S e UL, TE400f5 G2 e N 548
B/NER 5B /NVE R, S0 X SRE L 2o
NG, R B R A IR 53 AT 2 58 D T ik
UM 8 ' 9% AR, G v 240 5 s B € R 3
PAL-1FHMEFRINANME, RIBCES B 0T 21 .
1.3.3.6 0 #F 7 * &40 K R K 2848 PAI-1 mRNA &
ik 0 %R

K HRT-PCRYF AN, B 4141100 mg,
FATRIzoI4E BUE 4H 2L B RNA, FI 5|9 5%+ 14
Ve AR L R S W PAT-1(241 bp): 1E 4R
S'-ATCCTCGATCGCCTACTGCTA-3'; 2 [n4% N
5'-CTGCTAGGTCCAATCTCTGGT-3'; PB-actin(H
%, 603 bp): IEM%BE NS -GTCTAGSTS-3'; J [0 4
H}15'-ATCTTCATGAGGTAGTCAC-3', 43 Ml J2 % 5%
HcDNA, FFSEHEPCRIN o Hf 2 b fr 15 7= ¥ ok H
T JJ W e G PR K A B, YK SR R R
BWNS KA UKIE, JFR27 8 H R
Y AE X R IR SR L
1.3.3.7 RFEF A &EA KR TR PAL-1 & B KA
) % v

K FHWesternEJii 5, Ht100 mgﬁﬁ'géﬂzﬂ,
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A Zf#E W (1 min), I IFVKIBE4S min, F%HE
4 CHMEOS min, I EIEWR, X aE AT
EH L, FFE(100 pg), RISDS-PAGE#E K (V¥
10%) HLUK I R, SR B R 28 7% (W B8 5.9 ) i#E 47
EHIACTE, W37 °C, 4EFEEFE2 b, A —T
(1:500), 4 Cid& . #HGEBAIE, fn ABE A
ALY S 0 40 (1:5 000), IRIE37 C, ZEEEmT
B2 h, 0.1%TBSTYEME3IK, ECLR . HEA L%
SR I 25 047 6 A% 28 55 R0 58 B I 58 B Ak Geel-
Pro 4.0 EN(E 5. LB-actinFEHFEEX NS,

1.4 MEIEHR

X EE 45 2 R LI R L I I R i 3R R S F K
Vo, ELFEMEFE L H S IE R AL R4 K FFBG,
FINS, ISI, TGHITC/K¥-; {FHHFSTZIE 1A IE % 4
FIFIRIZHEBG, PBGAHIFINS/KE; 42448 . sfl)a
IEEA . BRI DT R R AL R AR
KFBG, PBG, TGHTC/K-,

X H A R R 4G 258 8 J5 ML TXB,, t-PAFI
PAI-1{ ;B HAE4KI, UAE, CCr,

Xt E & 4H K BB HE, PASY: (80 4 W 8% 45
B R AU 2R D 0TI X A PAL- 1R
FIEM M . RT-PCRAGIN 0T & 77 X B 41 41 PAT-1
mRNAF AR S0 . Western E[J 35 A6 U o3 v 7 %5
ZHZPAL- 135 R IK R 52

1.5 GtitF4biE

K HISPSS 13.05 R4 T 0 B, DAL +45
WE2E (xxs) IR EE L, DUABAIRI 2R 7 22 0 BT G 56 22 B
ARGERL 2R, IFLISNK-gR 50 41 R 2% 5% . P<0.05°4
ERAEGHEE L.

2 HrR
2.1 SAKRMEE. MASH M5B S F ok TEXILL
MR AR, B R W AR

R1EF1MNHARBARFBG, FINS, ISI, TGHTC/KIEXTLL

MEBGHIEWAMIIL, 2R L& ¥ 8
X (P>0.05); TGHMTCH IF ¥ 208 B 3 hn
(P<0.05), FINSHIE# 418 #F W (P<o0.01),
ISTH] W P AIK (P<0.01) . Ut B i b s g IR 2 2 Al
Ty S R 5 AT R BB (1) .

HHSTZE 1A, WRFBAFBGE E M
(P<0.01); HFINSH T T, BRI FIEW
4, HERTHRITFEX(P>0.05; F2),

ERARL R T . A hiRIr4, sklJE, UiEJT
. A4 FBGHIPB G & A R 4 3 A
(P<0.01, P<0.05). [F&ILBEAEF Bt iR 97 B 6] ZE 4
Hita B8, 452588 ik vl 3% Jr i o AR50 i 4 1 A
B[R 40 4 J5 B B AR (P<0.0S) o A )95 B2 0T 0
75 T8 ¥ B 2H R FB G R PB G A S 147 B B A0 T 70 i
24 (P<0.05; $3).

BIT4, sHJE, vWE e . AR A TG
RIZH 5 R (P<0.05), 5548 B TCIH A AR AR R
M, MESFTILIEEL(P>0.05), &8I
TCHI B FEAK (P<0.05) o ARG 0135 7 i 77 i 4
R TGARCR B B JE TAR I & 41 (P<0.05, #4),

2.2 BAKXRIMIE TXB,, t-PA F1 PAI-1 EEXFLE

FEORDZH I T X B, IE W 4 WOE T
(P<0.01), DU J7a . K50 & 4 5B 4
FH R RE(P<0.01), BRI e-PA(H W Z K T 1EH
H(P<0.01), UIIH J7 e e 2 B A A T v
(P<0.05), DI AN EHERFN LH, HES
BRI L 2R LGt #E L, KT IEW 4
(P<0.05) . HEAIZH FIAIG YT HPAL- 1% i R IE &
5T (P<0.01), UT¥E 7 . RG] o 2 A
RUZH I 2 T B (P<0.01, 3RS).

2.3 £4HKXR K1, UAE, CCr Xftt

SRR L, v e . R s 4 KT,
UAEH i 2 4% (P<0.05, P<0.01), IfiCCritZEF
5 (P<0.05, 76).

Table 1 Comparison of FBG, FINS, ISI, TG and TC levels of rats after feeding decoction for 1 month in each group

213 n FBG/(mmol-L™") FINS/(mU-L™") ISI TG/ (mmol-L™") TC/(mmol-L™")
ER A 12 4.07 +0.65 16.75 £ 2.7 -1.78 £ 0.06 0.82+0.18 1.86 £0.12
e 48 4.15 + 0.86 28.36 + 3.95 ~2.13 +0.0S 1.31+0.37 3.13 + 1.04

t 0.301 9.587 20.837 4.437 4.197

P 0.765 <0.001 <0.001 <0.001 <0.001
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+R2 i E5tSTZIF1EFBG, PBG, FINSHIXTLE

Table 2 Comparison of FBG, PBG and FINS 1 week after STZ injection

21531 n FBG/(mmol-L™") PBG/(mmol-L ") FINS/(mU-L™")
EE 12 4.47 £0.62 6.35+0.54 17.85 + 4.03
A ZH 48 15.94 + 1.05 18.08 +1.21 18.70 = 5.01

t 36.153 32.615 0.544

P <0.001 <0.001 0.588

F3%B%4, sSARSEKRRMBERILLE (n=12)

Table 3 Comparison of blood glucose of rats after 4 and 8 weeks of administration in each group (n=12)

4J4 8Jfl

ZH 5

FBG/(mmol-L™") PBG/(mmol-L™") FBG/(mmol-L™") PBG/(mmol-L™)
EH 4.30 + 0.64 6.24 +0.70 4.49 + 0.60 6.29 £ 0.79
A2 15.26 + 1.92* 17.98 + 1.75* 15.23 + 1.80* 17.94 + 2.08*
RE Wi =Fiilbei| 12.03 + 1.80% 14.47 + 1.85% 10.19 + 1.88* 12.45 + 1.99%
VU 5 IR 2 13.43 + 1.96°°¢ 16.65 + 1.78* 11.62 + 1.73% 14.60 + 1.89%
F 99.833 131.226 94.459 92.494
P <0.001 <0.001 <0.001 <0.001

HIEWAME, *P<0.05; SHAIAIMLEL, P<0.05; S50TE i EmlEAHEL, “P<0.05,
Compared with the normal group, *P<0.05; compared with the model group, “P<0.05; compared with the high-dose group, “P<0.05.

R4 46754, sSHRFRAXRMASHI LB (n=12)

Table 4 Comparison of blood lipid of rats after 4 and 8 weeks of administration in each group (n=12)

4J8] 8]

ZH 5

TG/ (mmol-L™") TC/(mmol-L™") TG/(mmol-L™") TC/(mmol-L™")
IEH 0.78 +0.18 1.83 £ 0.49 0.82 = 0.09 1.90 + 0.54
A2 1.38 + 0.08* 4.87 £0.77* 1.53 +0.14* 4.81 £ 0.73*
RN =Filhsei| 0.92 + 0.24* 4.36 £ 0.59* 1.01 +0.07* 4.03 £ 0.66*"
U I GGR =2 1.13 + 0.27% 4.30 £ 0.625°¢ 1.22 +0.11%¢ 421 +0.63%
F 19.381 57.060 99.400 46.691
P <0.001 <0.001 <0.001 <0.001

HIEWAME, *P<0.05; SHAIAIMLL, P<0.05; S50UEERlEAMEL, “P<0.05,
Compared with the normal group, *P<0.05; compared with the model group, “P<0.05; compared with the high-dose group, “P<0.05.
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RS RAKRRMPTXB,, t-PAFIPAI-17KEXTLE (n=12)

Table 5§ Comparison of TXB,, t-PA and PAI-1 of rats in each group (n=12)

ZH 531 TXB,/(pg-mL™") t-PA/(IU-mL ™) PAI-1/(IU-mL™")
Ew4 1162.55 + 38.64 0.78 +0.18 0.505 + 0.048
AR 1626.59 + 23.25* 0.56 + 0.16* 1.190 + 0.084*
VU5 R R A 1400.76 + 32.91** 0.69 +0.15*" 0.732 +0.087*
DTG I A 1383.25 + 32.18% 0.63 +0.17%° 0.708 + 0.077*"
F 415.493 3.817 184.090

P <0.001 0.016 <0.001

HSIERWAHMEL, *P<0.05; SHEALAAHIL, P<0.05; HUii5H

R, “P<0.05,

Compared with the normal group, *P<0.05; compared with the model group, “P<0.05; compared with the high-dose group, “P<0.05.

F6 BRAKXRKI, UAE, CCrXftt(n=12)

Table 6 Comparison of KI, UAE and CCr of rats in each group (n=12)

ZH 5 KI/% UAE/(ug-24h™) CCr/(mL-min™")
IEH4 0.57 +0.03 72.31 + 36.62 2.52 % 0.69
AR 0.82 = 0.06* 358.19 + 98.23* 1.26 + 0.36*
VU 7 R R A 0.59 + 0.06*" 231.06 + 81.65* 1.88 +0.76*
DIRT- g (1551 s 0.62 + 0.05*" 244.51 + 93.14*" 1.79 + 0.68*™
F 60.075 25.193 7.786

P <0.001 <0.001 <0.001

SIERWARIE, *P<0.05; SHIELINIE, "P<0.05; 5oty @il EAIML, “P<0.05,
Compared with the normal group, *P<0.05; compared with the model group, “P<0.03; compared with the high-dose group, “P<0.05.

2.4 £HAKXRE'S HE f1 PAS L R
HEMIPASHL A 45 H UL 1, W] UL IE 5 415 /)N
BREEFITE T, MG AR, T AN I DA I IR K O 4 R
R, HAHPEEATE, AR ENA, BHMm
N FL G TR B A B B TR L DY IR R AL X A
ITEERIANTE , AR, B I DKL IR A b
B vE A A T AN, R
A, B ANIAT DR B SR O R

25 BFHXREBARNFEHLR PAI1 EERIEN
&R

S B AL PAL- 1 e AL s XTI, 22
A A (P<0.05), HABRRIA KR, WE
TR AR, R, B AR,

R 22 S ¥ B it 22 8 L (P<0.05, 3R7).

2.6 & HXR RT-PCR & H £} PAI-1 mRNA 3% % B
#R

S5, BAE KRG KRN PAI-1
I mRNAZR AW B & (P<0.01), UUVE I IUIRYT
fiPAI-1 mRNAR BB T W, I8 50 F R
(P<0.05, ®2),

2.7 B HKFR Western ElifF 5 ZH 41 PAI-1 EHRIEH
#R

DNZH K FUE B BPAL-15 % B8 41 A L 26 35 24 1]
WL (P<0.01), VAT LHLHPAI-1K A DN I
855 (P<0.05, KI3),
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SRR IE™

5

VU7 2

Lo eth
B s

¢ Sl IS R TR W

IR AL S

1 KRS AEHEFIPASE B R PAL-1 5B HAL F 4 R(DAB, x 400)
Figure 1 HE, PAS staining and PAI-1 immunohistochemistry results of rat kidney (DAB, X 400)

R7 BHBHEAPA R RARNUFEEEXT L (n=12)

Table 7 Quantitative comparison of PAI-1 immunohistochemistry in renal tissues of each group (1=12)

415 PAI-1
IEHA 0.3456 + 0.0652
EAIZH 0.6536 + 0.0843*
VU7 A 2 0.4369 + 0.0412*
U TR 24 0.5541 + 0.0514*™
F 55.365

p <0.001

SIEWAMIL, *P<0.05; SEEAIAHIL, "P<0.0S; FUUE T E AR, “P<0.05.,
Compared with the normal group, *P<0.05; compared with the model group, *P<0.05; compared with the high-dose group, £P<0.05.
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M 1 ) 3 4 g 14r1 *k
= 12}
100bp 0 = ‘I’
200bp [ o = Lor "
300 P e — - PAI-1 (241 bp) Z -
Iy — ; . L
ggng -— ok =i g 08 .
Rl 3 — £ o6k -
: <
e < 04f
— —
02}
-— =
— e 0 . . . ,
= (| Practin (630bp) ERAL B ) O

SRR N o el

B2 &H KA RS K FPAIL-1 mRNAZR & (RT-PCR)

Figure 2 mRNA expression of PAI-1 in renal cortex of rats in each group (RT-PCR)

M: marker; 1: IEHZ; 2. B, 3. VUEFEAEH; 4. EFIRIEL . 5IEFHLE, “P<0.05, *P<0.01; 5
BETLH LEET, "P<0.0S, "P<0.01; 5 uliHIr G4l b, "P<0.05.

M: marker; 1: Normal group; 2: Model group; 3: High-dose group; 4: Low-dose group. Compared with the normal group, *P<0.0S,
**P<0.01; compared with model group, "P<0.05, "P<0.01; compared with low-dose group, P<0.05.
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Figure3 Expression of PAI-1 protein in renal cortex of each group rats (Western blot)
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FOR A 4. DUE G EA. SIEWA L, *P<0.0S, **P<0.01; SHIHAIL L,

1: Normal group; 2: Model group; 3: High-dose group; 4: Low-dose group. Compared with the normal group, *P<0.05, **P<0.01; compared

with model group, "P<0.01.
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