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B ESERESERANEL SR
X Wntl/B-catenin{s S 18 EE AU =2

FAE™ E7P xlgar’
CFR S T P EE R B AL 52K 0 075000; 25K 58 1T Hh B2 B SR i 2, 5K 28 1 075000;
ik O R EBEZG IR KK 1 075000)

WE AR § AR A B AF AR SE 7 (SDYF) A B % 649 B AR AR 47 18 A A%
BEAE, BV RS, AR ASOBI LM B o B 3, ARIE MUMLEC T K ik o b xR 4R Ao A,
BRIA, FLRA0D], XTRRLALT Honh i yT BAA B R N AR-E A WLAR AR fE 3t B 44 5T A E A IRSDYF,
LT R hoA A . MR EE 6906 R, Ko P20 & 404 57 ATE 69 B o) Be g AR 240 B
I @ & (24 h UTP). ik & & & (ALB). /% &(BUN). o JLEF(Scr)]. i 48 AR[ % 2 [ B2
(TC). it = B5(TG)|BAAILEENE BEA2Z AR(PLA2R)FLARAK T, boiR F 20 & F [EJEAE R oA s JRIT
M, S FIH b, HATR A B FILF o E G & G (CBSA) B iR 4 ik AR 2h B4 b
AR BAER, R ST R R RO KA AR A, 5§ 2GR AL )10 mg/kg).
SDYF/&7] Z40(11.65 g/kg). SDYF& /| &40(23.31 g/kg), 40107 ; H X EF 3T RBLA(REAL, A
), FLI0R, B8 th4E ), ml &40 K R K o fe Aot S 45 477K -F; K AIHE. Masson
Foid Bh AR —F K (PAS) & ULE B 40 470 5m 32 AL, Bz 4B iR A KR B AR 4R 4R o--F iF ILILE) & &
(0-SMA). A JZR &R (Col-I). 4 %% & (fibronectin) & &) & KK -F; %95 5% Kk &I KIgG. C5b-9iT
FUF L, EAHE T LA (TEM)VLES & 4n it 45 H); Western blotien) B AR 2842 o & 4m iR 15 48 & @ [
e JE & G 1(WT-1). nephrin. & 8/ (podocin)|vA % Wntl/B-cateninfz 5 il 3446 % & € [Wntl. -
% % € (B-catenin). c-Myc. /R4 /3% G BET(MMP-7)| &AL, 4RET, 4697/, ML24h
UTP. TC. TG. BUN. Scr. #PLA2RIUIRK-TFBA RIEAK, F EIEIE7F 580 2 T [4(P<0.05), ALB
KRB B A 3 (P<0.05), BLIUSZAIE R EA 30 F & T AT RAL(P<0.05). A FEIT, 48k Faf iR
20, ARV KR E IR LA S R B A5 B 2, IgG. CSb-9in ARG m, R 4mfed5ith i, 24 h UTP, £ TC.
TGK-F, B Esa220-SMA. Col-I. fibronectinfa t & ik 7K -F A B Wntl/p-cateninid 448 % & & & ik
KPR FE 5 (P<0.05), & ALBAK-F. R 4mfedfifi 48 % & & &k K-F 2 F EIK(P<0.05). A8k T
AR LR, 2440 SDYFARFA| Z 40 SDYF 3 7| 2 40 B Ik 20 47 53 FL AR 45 9 R %2, 1gG . C5b-9IL AR Y,
e diAh i #E, 24 h UTP, /5 TC. TGK-F, K IELL22a-SMA. Col-1. fibronectinFA M £ ik /K-F
YA B Wntl/B-cateninid 3448 X & @ & & K-F B F EK(P<0.05), A ALBAK-F. 2 fedfifha X%
8 KA K B EH 5 (P<0.05), L P SDYF &7 SRR EXERMAE. %L, SDYFT BRI 5% 7|
A0 B AR A, AR R ALE] VT 48 5 4746 Wntl/B-catenindz i85 A X .
KRR M BSOS RVE R LR U7 ; Watl; B-catenin

Effects of a Self-Designed Yiqi Qingre Jiedu Huayu Formula on Membranous
Nephropathy and the Wntl/B-catenin Signaling Pathway

ek H : 2025-11-04 252 H Y 2026-02-12

20244F L P S 24 S RH AT FEMR AR (HEAE 52 2024413) BE W (19 R L

*B(E1EH . Tel: 0313-2566048, E-mail: lyx17331428060@163.com

Received: November 4, 2025 Accepted: February 12, 2026

This work was supported by the 2024 Traditional Chinese Medicine Scientific Research Projects (Grant No.2024413)
*Corresponding author. Tel: +86-313-2566048, E-mail: lyx17331428060@163.com


https://cstr.cn/32200.14.cjcb.2026.04.0009

1024 R

LU Yongxia'*, WANG Ning’, LIU Xiaojiang’
('Nephrology Department, Zhangjiakou Hospital of Traditional Chinese Medicine, Zhangjiakou 075000, China,
*Blood Collection Room, Zhangjiakou Hospital of Traditional Chinese Medicine, Zhangjiakou 075000, China;
*Pharmacy Department, Zhangjiakou Hospital of Traditional Chinese Medicine, Zhangjiakou 075000, China)

Abstract  This study aims to investigate the renal protective effects and potential mechanisms of the SDYF
(self-designed Yiqi Qingre Jiedu Huayu formula) on membranous nephropathy. In the clinical study, 80 patients
with membranous nephropathy were enrolled and randomly divided into a control group and an observation group,
with 40 patients in each group. The control group received basic treatment combined with benazepril hydrochlo-
ride, and the observation group received SDYF on the basis of the control group’s treatment. Both groups were
treated continuously for 6 months. Clinical data were collected from both groups. Renal function parameters [24 h
UTP (24-hour urine protein quantification), serum ALB (albumin), BUN (blood urea nitrogen), Scr (serum creati-
nine)], serum lipid profile [TC (total cholesterol), TG (triglycerides)], and anti-PLA2R (phospholipase A2 recep-
tor) antibody levels were measured before and after treatment in both groups. TCM (traditional Chinese medicine)
syndrome scores and clinical efficacy were also compared between the two groups. In the animal study, a rat model
of membranous nephropathy was successfully established by the method of injecting CBSA (cationized bovine
serum albumin) via the tail vein. Rats with successful modeling were randomly divided into five groups: a normal
control group (without modeling or drug administration), a model group, a western medicine group (treated with
benazepril hydrochloride at 10 mg/kg), a low-dose SDYF group (administered at 11.65 g/kg), and a high-dose
SDYF group (administered at 23.31 g/kg), with 10 rats in each group. After 4 weeks of continuous drug adminis-
tration, renal function parameters and lipid parameters were determined in each group. Renal tissue pathology was
observed through HE (hematoxylin and eosin), Masson staining, and PAS (periodic acid-Schiff) staining. Immuno-
histochemistry was used to detect the expression levels of a-SMA (a-smooth muscle actin), Col-I (type I collagen),
and fibronectin in rat kidney tissue. Immunofluorescence staining was used to observe IgG and C5b-9 deposition.
TEM (transmission electron microscopy) was used to observe the podocyte structure. Western blot analysis was
performed to detect the expression of podocyte injury-related proteins [WT-1 (Wilms’ tumor protein 1), nephrin,
and podocin] as well as Wnt1/B-catenin signaling pathway-related proteins [Wntl, B-catenin, c-Myc, and MMP-7
(matrix metalloproteinase 7)] in renal tissue. The results showed that after treatment, both groups exhibited sig-
nificantly reduced levels of 24 h UTP, TC, TG, BUN, Scr, and anti-PLA2R antibody, as well as significantly de-
creased TCM syndrome scores (P<0.05). Concurrently, ALB levels demonstrated a significant increase (P<0.05).
Furthermore, the observation group achieved a higher overall response rate than the control group (P<0.05). In
animal experiments, compared with the control group, the rats in the model group exhibited significant pathologi-
cal damage to the renal tissue, increased deposition of IgG and C5b-9, and aggravated podocyte injury; the levels
of 24 h UTP, TC, and TG, as well as the positive expression levels of a-SMA, Col-I, fibronectin, and the expression
levels of Wntl/B-catenin pathway-related proteins in the renal tissue, were significantly elevated (P<0.05). Addi-
tionally, serum ALB levels and the expression levels of podocyte injury-related proteins were significantly reduced
(P<0.05). Compared with the model group, the renal tissue pathological damage in the western medicine control
group, low-dose SDYF group, and high-dose SDYF group was significantly reduced, with decreased deposition
of IgG and C5b-9 and reduced podocyte injury; the levels of 24 h UTP, serum TC, and TG, as well as the positive
expression levels of a-SMA, Col-1, and fibronectin in the renal tissue, and the expression levels of Wntl/B-catenin
pathway-related proteins, were significantly decreased (P<0.05), while serum ALB levels and the expression levels

of podocyte injury-related proteins were significantly increased (P<0.05). Among them, the high-dose SDYF group
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showed the best improvement. In summary, SDYF alleviates renal injury caused by membranous nephropathy, and

its mechanism of action may be related to inhibiting the Wnt1/B-catenin signaling pathway.
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Table 1 Comparison of clinical data between the two groups

gE| it HEL 2 (n=40) M EEA (n=40) el PfY
Item Control group (n=40) Observation group (n=40) th? value P value
Gender (male/female) 23/17 25/15 0.208 0.648
Age /years 46.95+7.54 48.1249.28 0.619 0.538
BMI /kg'm™ 23.18+1.42 23.57+1.19 1.331 0.187
Smoking history (cases /%) 15(37.5) 16 (40.0) 0.053 0.818
Drinking history (cases /%) 12 (30.0) 10 (25.0) 0.251 0.617
Hypertension (cases /%) 8(20.0) 10 (25.0) 0.287 0.592
Diabetes (cases /%) 3(7.5) 2 (5.0) 0.213 0.644
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F 4 B 3h A A 23 B OCK: I I3 H 3 25 B (albumin,
ALB). JRZ % (blood urea nitrogen, BUN). [ A/LAT
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AR A AR U0 (3) IR PRI B o B
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TERER I T 55 | 30%< n<70%; @TCR: FEIER
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KA S TR BT AR R n=[(R T BT 7> iR
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1.2 w4IELE
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12 h't/12 WEIEHN . S50 T A6 HT IEAT 1 A 3 B ]
7, H K B, A PR & A B 8B S T R
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PUik (155 bs-2673R) I H AL 5 1 AR =M H A H
BRA T RPUKER eGPk (185 ab150153) R
B BRI AR 2R A 1(Wilms® tumor 1, WT-D)$i/k (785
ab8990 1)1 [ ¥ [F Abcam /A 7] ; a7t nephrindii {4 (78
556538) 1 H 3£ E CSTA A ; %&bt Wntl(F2527935-
1-AP). B-catenin(#% 5 51067-2-AP). B-actin(t% 5
20536-1-AP). c-Myc(% 5 10057-1-AP). MMP-
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SA00001-2)1 H X =& EMFEARFIRAF ; A
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123 AR #ES B WK REEAR A BEALZE
10 ZAE X IR, oA 50 R S HESCHR (125K F FH 257
AR 137 HE 1 (CBSA)ESHE il MN KRB,
TES IR, ZIRE NES S 1.0 mg CBSA. 0.5 mLAE
HEL7KR10.5 mL I [RAS 58 A7 AT A iR Ak AT T
%o F CBSAVE T A2 R /K i £ 2.0 mg/mLI¥ CBSA
W, TRJG , BERE LR EFR IS CBSA 16 mg/kg, i
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SDYF =7 & 413 5 23.31 g/kg SDYF, #E B AN
2 mL, 5 H 1K, $784)E . %R AR 20 45 H I B
K,
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L 240 % HRP ZFHT (1:10 000) 1 h, 1M J 85 e il 4
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1.3 ZiFEHEk
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Z M MFEARHRCR FH SR R 5 20 br, i — 0 Hii L
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2 FR
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MEHPLA2RITARIK T B F2 0

WBITHT, WA EF T IhEefedr. MG H8 45 &
M3 5t PLA2RIUAR /K P35 TG B B 22 57 (P>0.05), &
Btk J89Tfa, PI4LEEE 24 h UTP/K AL
BUN. Scr. TC. TG. HUPLA2RHFTIAIK B FEAE
(P<0.05), I ALB7K 7B & F+ &1 (P<0.05), H A%
HRRAR T 5 B 41(P<0.05). W32,
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2 FEAMNEE BINEERIR, MBEIEFRRILIEIPLA2RILIKKFAILLE
Table 2 Comparison of renal function indicators, lipid indicators, and serum anti-PLA2R antibody levels
in two groups of MN patients
X REZH MG
miH Control group Observation group
Item VRIT T BIT G VRIT T BIT G
Before treatment After treatment Before treatment After treatment
24h UTP /g 5.75+1.81 2.95+0.61* 5.19+1.54 1.91+0.59%"
ALB /gL 24.98+3.57 36.85+4.41* 24.54+4.32 42.47+3.36%*
BUN /mmol-L™ 9.56£1.36 7.24+0.86* 9.71£1.80 5.56+0.78%"
Scr /umol-L™! 89.51+12.47 79.62+8.38%* 89.04+13.93 65.32+6.43*"
TC /mmol-L™" 7.23£2.01 5.24+1.16* 7.51£2.40 4.27+1.30%
TG /mmol-L™ 3.14+0.67 1.72+0.39* 2.96+0.89 1.24+0.26**
anti-PLA2R antibody /RU-mL"" 135.29+£2.95 32.49+1.77* 138.68+3.43 21.56+1.01%*

*P<0.05, 57 RIAILL; P<0.05, 55Xt RLIAIT IEARLL . Fks, =40,
*P<(.05 compared with before treatment; “P<0.05 compared with the control group after treatment. X+s, n=40.

*3 MEAMNEE PEIERRSHILLER

Table 3 Comparison of traditional chinese medicine syndrome scores in two groups of MN patients

ol 4L WL g4
ER Control group Observation group
Symptoms WRIT D WA TBITHT BT

Before treatment After treatment Before treatment After treatment

Main certificate

Fatigue 3.18+0.93 1.87+0.31* 3.124+0.82 1.28+0.25%*

Edema 3.55+1.10 2.31+0.95* 3.67+1.09 1.51+0.34**
Sallow complexion 2.83+0.51 1.34+0.33* 2.78+0.47 1.01£0.26**
Secondary certificate

Bloating 2.81+0.69 1.47+0.36* 2.93+0.71 1.20+0.25**

Back pain 2.43+0.73 1.54+0.26* 2.39+0.68 1.04+£0.19**

Frequent urination 2.67+0.78 1.62+0.50* 2.69+0.64 1.30+0.18**
Loose stools 2.52+0.43 1.69+0.37* 2.36+0.82 1.2740.32*%*

#P<0.05, 516I7ATAHLE; "P<0.05, 55X REHIGIT FEAHLL . Xts, n=40.,
*P<(.05 compared with before treatment; “P<0.05 compared with the control group after treatment. X+s, n=40.
=4 FALZRATTHOH
Table 4 Analysis of the overall efficacy of the two groups

415 pacyas B SRy TR R REE%
Group Recovery Significant effect Effective Invalid Overall effectiveness /%
Control group 5(12.5) 13 (32.5) 9(22.5) 13 (32.5) 27 (67.5)
Observation group 8(20.0) 17 (42.5) 11 (27.5) 4(10.0) 36 (90.0)
Ve 6.050
P 0.014

B(%), =40,
Cases (%), n=40.

2.2 SDYF%TMNE & fh E &I HI 200
BITRT, WAHTEIFRR S H LR EER

(P>0.05), HAWEYE. G975, P4 BRI R
53 151 38 35 BRI (P<0.05), H oW 241 0 AL T %) B4 IR BOR T 5 T XA (P<0.05). WLF 4F0

(P<0.05). W.3%3.
2.3 SDYFXIMNZEEIEKTT RIS

L AT AT R BB BT 5 S, W
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*5 MATEIERS

Table 5 Analysis of traditional chinese medicine syndromes in two groups

A P R a3 TR SR %
Group Recovery Significant effect Effective Invalid Overall effectiveness /%
Control group 2(5.0) 15(37.5) 12 (30.0) 11 (27.5) 29 (72.5)
Observation group 4(10.0) 20 (50.0) 14 (35.0) 2(5.0) 38(95.0)
Va 7.440
P 0.006
#1(%), n=40.
Cases (%), n=40.
6 FHHAR24 h UTPKFELE
Table 6 Comparison of 24-hour UTP levels in rats of each group
415 IR /mg IR /mg A7 JE/mg
Group Before modeling /mg After modeling /mg After treatment /mg
Control group 4.52+0.48 4.82+0.49 4.75+0.45
Model group 4.38+0.42 54.78+5.12%* 52.16+4.93%*
Western medicine group 4.13+0.43 53.24+4.37* 34.37+3.65"
Low-dose SDYF group 4.22+0.35 52.95+4.46* 36.24+3.25"
High-dose SDYF group 4.61£0.45 55.54+5.08* 30.04+3.93%

*P<0.05, 5 XHRALAALL; “P<0.05, ST LL; “P<0.05, SSDYFEFIEAM L. Xts, n=10.
*P<(.05 compared with the control group; “P<0.05 compared with the model group; “P<0.05 compared with the low-dose SDYF group. X+s, n=10.

5.
2.4 SDYFXfMNXER24 h UTP7KFRIS2NT

IERRT, %20 KR 24 h UTPSR R E AR K,
H&HKRIE LG22 7 (P>0.05). 5B ATAH
bl AR B A DAAE, RS H KRR 24 h
UTP/KF & Z THE (P<0.05). A7 J5, SR AL,
Va2 SDYFAC. i 2H KR 24 h UTP/K-F- W]
K (P<0.05). 5 SDYFIKAIEZ4LAM L, SDYF&
A2 FH24 h UTP/KF-BH & F#K(P<0.05).  TL3E6.
2.5 SDYFXMNX R IIJE & Ih sE 15 #x F0 1M BE
FEFRIK IR0

55 R AR L, AR AR ZH K BRI ALBUK T
B P& A (P<0.05), BUN. Scr. TC. TG/K B &
FhE (P<0.05). SHERAAM L, 752520 R SDYFK.
T 7 2H K BRI e ALB /KB 2 T (P<0.05),
BUN. Scr. TC. TG/K V&K (P<0.05). 5
SDYF/LFHIELHAH L, SDYF 77 & 2H h ALBZKF- B
T (P<0.05), BUN. Scr. TC. TG/K VB[4
K(P<0.05). W.%7.
2.6 SDYFXIMNAXGR 'S At fRIER SHIR M

HEZL BoR, X RRZH A B A S e 8, S50 IE
TS FERAL . SXHRAALE, B KR FHL
B PR IR, /N ER T A I R R R

B NERIEAR I K . SRR LA L, AR L 254 15
R 4 16 3 Je RS 4 JEL R BE 3 R, R AR
T .

MassonZe 0 B on, SR A AL, BEAYZH K
B A 4N B A T SR AT R TR I . 5 A5 A 2H A
bl , At 25 24 40 240 i A0 B J 4 4 DU AR AS R 2 B
Wb

PASHL At 7R, 556 HR AL AR EE, R 20 K R/
BRES I JE , MRy . SEERAAMLE, 3L
e 2520 FR A A FFRREE s . WKL,
2.7 SDYFXMNKXR S E2EZ Fa-SMA. Col-I
FofibronectinZK F Y520

xR AR L, B ZH Fa-SMA . Col-IFfibro-
nectinPHVEFRIA KV &3 5 (P<0.05). SR
ML, PEZGZHRISDYFIR. Al 4k B B 4L 4
a-SMA. Col-IH fibronectinPH T 3¢ 12 7K - 1 & [& 11
(P<0.05). 5 SDYFKSFIEAIAHLL, SDYF a4l
A1 a-SMA. Col-IF fibronectinPH 14 % 14 7K~ BH & B
K(P<0.05). W.E2F1%S8.
2.8 SDYFXIMNKR 'S ELELA FIgG. C5b-9i1T
FALLR B AR £5 4 R 520

Gk e TN, SO, ALK
B /NERF 1gGL CSb-9UUARIE N, HLy B 40 i i B
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Table 7 Comparison of renal function and blood lipid levels in the serum of rats in each group

éGﬁrijlp ALB /g'L! BUN /mmol-L" Scr /umol-L™! TC /mmol-L" TG /mmol-L"
Control group 32.83+4.26 5.15+0.63 23.87+3.36 1.50+0.13 0.48+0.06
Model group 23.56+3.21* 10.40+1.02* 47.12+5.16* 2.41+0.34* 1.27+0.16*
Western medicine group 29.42+3.36* 5.29+0.617 26.65+4.317 2.01+0.36" 0.71+0.07*
Low-dose SDYF group 26.99+3.84" 8.04+0.83" 36.71+4.22% 2.11£0.20" 1.13£0.11%
High-dose SDYF group 30.26+2.63" 5.35+0.72% 25.42+2.76" 1.91£0.21% 0.78+0.08"

#P<0.05, 5XTIRALAHLL; "P<0.05, SHAHLL; “P<0.05, SSDYFEEAM L. Xts, n=10.
*P<(.05 compared with the control group; “P<0.05 compared with the model group; “P<0.05 compared with the low-dose SDYF group. X+s, n=10.

Masson

PAS

A: STHEA; B: A C: PFEZG4; D:
A: control group; B: model group; C: western medicine group; D: SDYF low-dose group; E: SDYF high-dose group. Red arrows indicate inflammatory
cell infiltration.

Bl SERRBALRETRRE

Fig.1 Histopathological staining of kidney tissue sections from each group of rats

Wasy vty
e
it
i
A

. O i :
A: SFHRAL; B: AR C: PE24541; D: SDYFRFTI =4 E: SDYFE 74,
A: control group; B: model group; C: western medicine group; D: SDYF low-dose group; E: SDYF high-dose group.
E2 IHCHRMNEEKR EELAFe-SMA, Col-IFfibronectin A FIAE LR
Fig.2 IHC detection of positive expression of a-SMA, Col-1, and fibronectin in the kidney tissues of rats in each group
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R8 BEKXFBLHLHa-SMA, Col-IFifibronectinfH4RIAIEF T
Table 8 Positive expression of 0-SMA, Col-1, and fibronectin in renal tissues of rats in each group

415

Group a-SMA Col-1 Fibronectin
Control group 0.18+0.02 0.14+0.01 0.16+0.02
Model group 0.394+0.04* 0.324+0.03* 0.28+0.03*
Western medicine group 0.21+0.02° 0.23+0.02° 0.21+0.02"
Low-dose SDYF group 0.31+0.02* 0.25+0.01% 0.21+0.02*
High-dose SDYF group 0.23+0.02% 0.20+0.02% 0.18+0.02"

#P<0.05, XTI LE; P<0.05, SHETLA LL; “P<0.05, 5 SDYFRFI AL . xts, n=5.
*P<(.05 compared with the control group; “P<0.05 compared with the model group; “P<0.05 compared with the low-dose SDYF group. X+s, n=5.

A

1gG

TEM

A: SR B: BT C: P 254

- -
C5b-9 ;
50 um

HERTR LS

A: control group; B: model group; C: western medicine group; D: SDYF low-dose group; E: SDYF high-dose group. The yellow box indicates the foot

process.

E3 BEAXRBHAARZERARERTEMKEE R

Fig.3 Representative images of immunofluorescence staining and TEM of kidney tissues from each group of rats

OB A, OGP IGBR . SRR L, G 2440
SDYF{&. il &4 KR 'E MRk 1gG. C5b-99THH
I, FOETR K. ILEI3.

TEMZE R o, 5L, SR 41K R L
YR AR U2 IRGE, SERE R, A MR R B s, A2
REED, FHIA S IR S .. SEAHM
b, PEZZHF0 SDYF i & 41 2 40 A 2 5% B T ik
JE T WL SDYFAR T2 4 40 i rh BE K i, 2R
HorRl G, AN THAA S SDYFm i 2 4H
Z ] Ju.3c
2.9 SDYFXIMNK R & P26 28 4 & 4 i #5115 48
XERARIKKFERIF N

xR, AR K R S WT-1,
nephrin. podocinfk [ 7KF B & [#1IK (P<0.05). 5
RS AREL , PHZ5 M SDYFIR. =7 &4 KR
WT-1. nephrin. podocin&g 7K & 715 (P<0.05).

5 SDYF&F =AML, SDYFEflEAHAF WT-1.
nephrin. podocinfi H 7K T+ 5 (P<0.05). M. 4
9.
2.10 SDYFXIMNK R 5 2H 22 F Wntl/B-catenin
B HE X EBRIEHIE

5P R AR L, BT 2H K BRI ZH 2 Wntl
B-catenin. c-MycHl MMP-74 H R IA /K1 &7+ &
(P<0.05). SHERIAALL, TE25 R SDYFIK. =
AR KRB IEH 2 Watl . B-catenin. ¢-Myc Al
MMP-74 Rk 7K B 2 F#AIK (P<0.05). 5 SDYF
R EAAM L, SDYF&E &4+ Wntl. B-catenin.
c-MycHl MMP-7 % 1R IA K F B & F£ 4K (P<0.05) .
JLEISFIZR10,

3 Tig
MN (A% 0 J5 B 2 0 A 15 /N BR L R i 4 s S &
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WT-1

Nephrin

Podocin

B-actin

A B C D E
W . e S 57Dy

W o R e W 135KD

W G R e R 50 kDa

S — — 2D

Az XTHRZH; B: B C: 62454 D: SDYFIGT=4; E: SDYF 77 &=4 .
A: control group; B: model group; C: western medicine group; D: SDYF low-dose group; E: SDYF high-dose group.
El4 BEXRSHELATWT-1. nephrin. podocin®E B RIEFKHE

Fig.4 Protein expression bands of WT-1, nephrin, and podocin in kidney tissues of rats in each group

F9 BHEKRBHELEHFWT-1. nephrin. podocinZE HFIAKFE

Table 9 Expression levels of WT-1, nephrin, and podocin proteins in kidney tissues of rats in each group

iifﬂp WT-1/B-actin Nephrin/B-actin Podocin/B-actin
Control group 1.12+0.10 1.00+0.09 1.20+0.08
Model group 0.29+0.03* 0.31+0.02* 0.2440.02*
Western medicine group 1.01+0.07* 0.87+0.08" 0.97+0.09"
Low-dose SDYF group 0.53+0.05" 0.56+0.05" 0.61+0.07*
High-dose SDYF group 0.98+0.08" 0.83+0.07% 0.9440.10™

*P<0.05, FXIRALFHEL; "P<0.05, SHIBYAAALL; “P<0.05, FSDYFAGTEAAHLL . Xks, n=5.
*P<(.05 compared with the control group; “P<0.05 compared with the model group; “P<0.05 compared with the low-dose SDYF group. X+s, n=5.

Wntl

f-catenin

c-Myc

MMP-7

B-actin

A B C D E
S R R 4T kDa

e R S R W 92 kDa

O e R 49 kDa

TS S R R 29KDa

.

A: AR B: B4 C: PEZ54; D: SDYF{IGHIH4H; E: SDYF =7 H 4.
A: control group; B: model group; C: western medicine group; D: SDYF low-dose group; E: SDYF high-dose group.
E5 &4HAR EA2HFWntl/B-cateniniB I X B ARILZ T E

Fig.5 Bands of Wntl/p-catenin pathway-related protein expression in kidney tissues of rats from each group

PIUUTRR LG VE RS 8 . B I ekl Mkt AV BRI, AFXMNR AR LT A iR
WE LB ogedili, ZRINVAZUKN . KEEH 40, XHEHIRTETRE. 508 BE s R HEE
PR, B2 It R ke ke, 7™ I ml ot e o B st o SDYFZHET B MN K7 PR, “HE

H AT 259 Sepe il R mBaENr<57r 57 PSR ALIKOR, BLUat < TR . e
%, WAERE RG] RASERIE, CERIEE iR T RN, 255 DR S T 7R i PR 2 56 A BT
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10 ZHEARZLHLE R Wntl/B-cateniniB BEFE X T B RIARELER

Table 10 Comparison of the expression of Wntl/p-catenin pathway-related proteins in kidney tissues of rats in each group

B-catenin/B-actin

c-Myc/B-actin MMP-7/B-actin

fjip Wntl/B-actin
Control group 0.12+0.03
Model group 1.15+0.06*
Western medicine group 0.26+0.03"
Low-dose SDYF group 0.67+0.04"
High-dose SDYF group 0.25+0.03*¢

0.14+0.03
0.90+0.05*
0.23+0.05*
0.52+0.05"
0.28+0.03"*

0.21+0.03 0.18+0.02

1.03+0.09* 0.97+0.10*
0.36+0.04* 0.32+0.03"
0.71+0.09* 0.60+0.07"
0.42+0.05% 0.35+0.04"

*P<0.05, 5 XHHZLATEL; P<0.05, HIRALAAALL; “P<0.05, 5 SDYFGHI AL . Xts, n=5,
*P<(.05 compared with the control group; “P<0.05 compared with the model group; “P<0.05 compared with the low-dose SDYF group. X+s, n=5.

FRUCT, Ji R SMEMR ', BhiE K, NiE
MAFKERHES 175 ki, OB LB, 5.
WS ARG, BN Hent, 3R 2. F )5 R A Y R 3
R ARE L R FETS . EUUCIRIB RN R
P15 NEBEIIADK, A bR & 4, Afeie s
TS VERANE. WAAH, LEEAEE. i
WL IERFNR R IR RN, LE R,
o 2G5 IR R M MNAT 3 207 200, AR HIT
Tl R L5045 IR TR, IIRSDYF 1ML 20 i35
B R AR 43 B B T BB AL, I R T R B RCR R
i1, Ut B SDYF i) R i MIN R 3 I R AR
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' 1) J5 2T 24 A R A2 A 45347 2 MINUR B B 1
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BRI

] Wntl/B-cateninfs 5 il i & 05 B 4T 4E 40 A A
RHNRITRE Ao IX LSRRI B, #1H] Wnt1/B-catenin
5 TS PTEMNE T B . IARZ 2 T 42
7~, SDYFH I Z3ansa s PSR 2
Py PR A5 P IE LT 7l Wnt/B-catenin{s 518 4%, 1EZ% KBS
W B o A AL AR, DR SRR ER BT, 5
A TR I 2, AEMNERUK B, SDYFiRYT Al &
2 $1 Wnt1/B-cateninit B AH < B R IA , TEN1Z ST
A% Wntl/B-cateninfs 5 8@ #% B A I 8N . 1tk
Gb, BRI FE R B, T B R 3 A R e 4 |
Wntl/B-cateninii i KU 142 MNOK R3S AT
B 52 AFERE, AT SDYFZE# B 4
LAY IR, [FIAE S %@ %A O, 1X AT Beds
T R 2558 7 fE AR SR ML i 2 5 .

25 BRIk, SDYFRE/ FR H H HRtE, Jde e 8]
AR, S L AR AT AT, AT MINCK B B IE
RIFGRAER , FHLHI AT 585 Wntl/B-cateninfs 518
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