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[(# E] BB EWUT ORI (TECS) X iR R 1 5 A58 R BUE 8405 i e /L O B B
ATREMALE] . e 60 X Wistar HEPE R BREHL X RELL . A7 | PHMEXTRRA] RIS (BZM) 41,
5mg-kg '+d '], KHFHE TFCS4 (20 mg-kg '~d™ "), H#l& TFCSH (40 mg-kg '~d ") Hlm 7l &
TFCS4l (80 mg-kg '-d '), #4110 K. BrxtMEA s, H A4 K RMEMR 350 mg-kg 4 % B+
70 mg-kg PRI AR, # ST RERMEE R KRR, RFF R TFCS A K RES M TFCS 2. #%
BRE AL 37 A5 A AR 0 % 2H K B AU 0 R R N 0 O AR A A R RV IE R B, HE 4 57 Fl Masson e 8 1%
R 25 20 K BV A 2006 BE S R AR e AL AR, I e W MBS (ELISA) A I 45 20 K B v
hpRER (UA) . DLEF (Cr) . IMRFEZAR (BUN) ., HAIEAFE 6 (1L-6) FMIEILIEH T « (TNF-a)
I LT TR B~ BREE 1 (B,-MG) Mfstm & (ALB) 7K, Western blotting 72 46 il 4% 4 K fR
HAHA P IRREERizHE A1 (URATL) . #i#aM%izEH9 (GLUT9) MATP4A G iz HE A G2
(ABCG2) HHFRBKF-. G558 SxF A A, AR 2 I BRI I o 7 i I BB AIE (P<<0.01);
S5 g, BZMAAME . & EFHE TECS 41K B M fwm #E d: m¥ FH & (P<<0. 058 P<<0.01),
St R4 e, AT AL R BUE R R 0, AR AT U SR B B I T AT 1 BORCIR B, R, R
B SRR RS, BZM AR K sl TECS 41K BUB BER RSN, Bleia T e, £imH @
URLR BE 5 B Bk b . SRIRVAE AL, BZM LA K ) TFCS 41K BUB IE R B AR (P<<0.01).
HE Je {63k, X4 KRS U254 0% 5 BRI ALK BB 41 2007 0L /0 A o8 €0 PR R 445 A DURRL, [
ghoap AU A 5SROI A, BZM AR B TFCS 4k BUE AU 0 347 AN R 0 e, 408
285 . Masson Y83, X R A K BB 4 200K L WD I e DT Ak OB 5 B R 4 K RV 41 40 LK i
BRI, RIRARSE (CVE) BT E (P<<0.01); SBIMA L, BZM4fA
M 74 TFCS 4 KBl CVF F&ME (P<<0.01)., ELISA ¥, SXFMEZH A, BERI4 R BUM W o UA . Cr.
BUN, IL-6 f1 TNF-a /K FFHE (P<<0.01); SHIM4 g, BZM 4 A J s il i TRCS 41k B i
FUA. Cr. BUN, IL-6 Ml TNF-a K FREAL (P<<0.01). S5XFRELH Fe#e, MR KRR W B-MG I
ALBKFETHE (P<<0.01); SHEIRIZ] L, BZM4LFIR R 7] & TFCS 41 Kk BUR M T B,-MG #1 ALB /K
FREAL (P<C0.055( P<<0.01). Western blotting %%, 5L LAz, BRI K BUE 41400 URATL I
GLUT9E I EBAKFETE (P<0.01), ABCG2E A EBAKFHEM (P<0.01); 584 H %,
BZM 20 Fl A [\ 57 TFCS 41 K BB 41419 URATL M GLUTO % [ ik K F B K (P<<0. 058 P<
0.01), ABCG2EHERX/KF¥TE (P<0.01)., G5W: TFCS AR B Wk 6 R T2 M B s 455 78 KRR '
M7, HHLEI TTRE S TECS KRR B 4140 h URATI M GLUTO & £k K F K THE ABCG2 8 %3k

A EHE] 2024-10-06 [RAHBE] 2024-12-15
(B&WE] SHERHUTRHCZEITRIBH (20240602036RC)
MEE®A] % & (1984—), L, FMHEKENA, mEB-L A, EENFHARES I R Irimm oo,
(BEEHR] @&, R, SR AERIT (E-mail: message219@163.com);
RRAE, BR, WA A ST (E-mail: 183277264@qq.com)

© (EMRRFEM (B2 ) FiEE, JFRRGENE CC BY-NC-ND #r.
© Editorial Board of Journal of Jilin University (Medicine Edition). Open access under CC BY-NC-ND license.



930 TR (B H51% 4% 20254 7 7

KA KB
(8]  ERDEEHREY ; RS, ML, WREEE,; T
[hE4SZES] R96 [xHiEEB] A

Ameliorative effect of total flavonoids from corn silk on urate
nephropathy in rats and its mechanism

LU Jing', LIU Mengmeng', HAN Yuewei’, HUANG Xiaowei'*, WANG Yuchen', LIN He',
ZHANG Tianzhu', LIN Zhe', LYU Guangfu'*

(1. Key Laboratory of Chinese Medicine Resource Science, School of Pharmacy, Changchun University of
Chinese Medicine, Changchun 130117, China;2. Technical Department, Changchun Seth Medical &
Biological Engineering Co., Changchun 130021, China;3. Basic Research Institute, Northeast Asia
Institute of Chinese Medicine, Changchun University of Chinese Medicine, Changchun 130117, Chinaj;
4. Department of Pharmacology, Jilin Ginseng Academy, Changchun University of Chinese Medicine,
Changchun 130117, China)

ABSTRACT Objective: To discuss the ameliorative effect of total flavonoids from corn silk (TFCS) on
kidney injury in the rats with urate nephropathy, and to clarify the possible mechanism. Methods: Sixty
male Wistar rats were randomly divided into control group, model group, positive control group
[ benzbromarone (BZM) group, 5 mg-kg '+d '], low dose of TFCS group (20 mg-kg '-d" '), medium
dose of TFCS group (40 mg-kg '+d '), and high dose of TFCS group (80 mg-kg '+d '), and there
were 10 rats in each group. Except for control group, the rats in the other groups were administered
potassium oxonate (350 mg-kg™ ') and adenine (70 mg-kg™') by gavage for 4 weeks to establish the
hyperuricemic nephropthy models. The rats in different doses of TFCS groups were treated with TFCS for
2 weeks. Speckle blood flow imager was used to detect the renal blood perfusion of the rats in various
groups and the kidney coefficients of the rats in various groups were caculated; HE staining and Masson
staining were used to observe the pathomorphology and fibrosis degrees of kidney tissue of the rats in
various groups and enzyme-linked immunosorbent assay (ELISA) method was used to detect the levels of
uric acid (UA) , creatinine (Cr), blood urea nitrogen (BUN) , interleukin-6 (I1.-6) , and tumor necrosis
factor-a (TNF-«) in the serum and levels of B2-microglobulin (B,-MG) and microalbumin (ALB) in the
urine of the rats in various groups; Western blotting method was used to detect the expression levels of
urate transporter 1 (URAT1), glucose transporter 9 (GLUT9), and ATP-binding cassette transporter
G2 (ABCG2) proteins in kidney tissue of the rats in various groups. Results: Compared with control
group, the renal blood perfusion volume of the rats in model group was significantly decreased (P<C0.01).
Compared with model group, the renal blood perfusion volumes of the rats in BZM group and low,
medium, and high doses of TFCS groups were significantly increased (P<C0. 05 or P<C0.01). Compared
with control group, the kidney weight of the rats in model group was increased, with visible white granular
spots on the surface, absence of blood color, and kidney volume was increased. Compared with model
group, the kidney volumes of the rats in BZM group and medium and high doses of TFCS groups were
decreased, with color tending toward that in control group, and the white granular spots on the surface were
significantly reduced. Compared with model group, the kidney coefficients of the rats in BZM group and
medium and high doses of TFCS groups were decreased (P<C0.01). The HE staining results showed there
were no abnormalities in kidney tissue structure in control group, while there were a small amount of brown-

yellow urate crystal deposition and interstitial connective tissue hyperplasia in model group; compared with
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model group, the kidney tissue damage and inflammatory infiltration were alleviated to varying degrees in
BZM group and different doses of TFCS groups. The Masson staining results revealed no obvious collagen
fiber deposition in control group, whereas significant blue collagen fiber deposition in kidney tissue of the
rats was found in model group, and the collagen volume fraction (CVF) was increased compared with
control group (P<C0.01) ; compared with model group, the CVFs of the rats in BZM group and different
doses of TFCS groups were decreased (P<C0.01). The ELISA results showed that compared with control
group, the levels of UA, Cr, BUN, IL-6, and TNF-a in serum of the rats in model group were increased
(P<C0.01) ; compared with model group, the levels of UA, Cr, BUN, IL-6, and TNF-«a in serum of the
rats in BZM group and medium and high doses of TFCS groups were decreased (P<C0.01). Compared
with control group, the levels of B,-MG and ALB in urinary in model group were increased (P<Z0.01) ;
compared with model group, the levels of B,-MG and ALB in urinary of the rats in different doses of
TFCS groups were decreased (P<Z0.05 or P<(0.01). The Western blotting results showed that compared
with control group, the expression levels of URAT1 and GLUTY proteins in kidney tissue of the rats in
BZM group and model group were increased (P<Z0.01), while the expression level of ABCG2 protein was
decreased (P<C0.01). Compared with model group, the expression levels of URATI1 and GLUTY9
proteins in kidney tissue of the rats in different doses of TFCS groups were decreased (P<C0.05 or P<<
0.01), and the expression level of ABCG2 protein was increased ( P<C0.01). Conclusion: TFCS can
significantly alleviate the kidney injury in the rats with urate nephropathy model, and its mechanism

may be related to the downregulation of expression of URAT1 and GLUTY proteins and upregulation of

ABCG?2 protein expression in kidney tissue.

KEYWORDS Extract of total flavonoids from corn silk; Urate nephropathy; Blood perfusion; Uric

acid transporter; Kidney injury
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Uree Z AL BUR R T = JE R R 28 AR T 5 /N4 RN
BRI BTN, e g | & a) Bt B 4, SRR i KU
Vo BRI IMREAE A R ER (uric acid, UA) Y2k
YAz, AMUBE S BURBRYE BRI & 4=, [6] i)
AT SRy ST 1) £ B PRER 5 e LR W B e R I
JIg A AR M e 1 &R R R A U)K Y =R
R O 28 1 ok dk ven I JE e IUOBE R R R =
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1 UA K- 75 245 A] LUJE s ] p 42 1 UA KOF, {3
I R] [l FH 23 08 A AR 38 1™ H B AN B, ) IR
BB RIRBRIE WIS IERN R Z —. EKRBUERZ
BEER—rh2idt, BAZMGEEN, FEM
TR E RPN . AMEAF] . AR | &R
FIUHE R S50 o A 5% 38 3 ] 2% PR R M B o A5 Y
PEM E KB E R (total flavonoids from corn silk,
TECS) X bR R P B s A5 750 R BB O 468 0 1) £ 4 1
FHRHAEFRALS], B YT = DRIER IL5E F1 PR B2 1k W s
P AL L [R)IE A AE K B 25 R R R

ESR R Ee e
1 HE57®

1.1 ZBFHH . ZZ2RXMNFNE 60 LM SPF
2% Wistar KL, HFH (200420) g, WA HFHKE
KEMACH LR S HEARARIAE LA, sk ™
VEAlIES . SCXK () 2020-0002, 5253 i 5%
AL P AR TR T B2 25 K2 sh ) S e oo 04T, 3l
YIRS . SYXK (F) 2023-0015, H%
KEPEZLRFZY LRI 0 (R P
L5 2023456) , 4R 57 PR 85 LR 45 A8 O BT I A2
I B 22 "C~26 °C. AHXF I JE 4000~70% Z&1F T o
TECS K F I 25 K2 25 4 Be il 45 . AR R B
(benzbromarone, BZM) (M FE% 25 A BRA H ) ,
SR TR A0 AN IR EE S (52 [ MedChemExpress A 7 ) ,
KR B~ ERE (1 (B,-microglobulin, B,-MG) . fi#
& 1 EH (microalbumin, ALB) . HAIM AN K6
(interleukin-6, TIL.-6) . Ji 984 K € Al ¥ o (tumour
necrosis factor-a, TNF-o) [ B¢ o 5 W o 5
(enzyme-linked immunosorbent assay, ELISA) 43
Prlsf & (ILIRmE e Sk AR w), UAL JJLEF
(creatinine, Cr) Il JR E A (blood urea nitrogen,
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BUN) W3 ) & (pd ot @t 2B ) TR A 55 o A
BAF), BCAEMIRERNAH & (LiFHAXR
EMBEARARAF), KRHHZEA L (urate
transporter 1, URATIL) (#I = J& AP HE AR GRA
Al ), WE % IZEA9 (glucose trans porter 9,
GLUTY9) . ATP %5 & ¥ iz 11 G2 (ATP-binding
cassette transporter G2, ABCG2) %& 4 fil GAPDH
Piik (e[ Abcam /A H] ). HWOBE ML AR (F45
PeriCam PSI, Zi#lfi%nE2 8 w)), MR (B4
Multiskan FC, 3¢ EFEE CH/RBHE AR, WA
(5. DM250, f#[E LEICAZAR), HKIL (5.
BE6085, [ Bio-Rad/AF]), fb2#%& iR (7
. Q9-Aliance, ¥EE UVlitec/AT]).

1.2 SBRHIHsrafkRrrEREDHEY K
B HIKEROK7dIE, BENLS R IRAL . BRI |
PR XS R 2H (BZM 4H) AR & TFCS 41(20 mg-kg
TFCS) ., H#lH TFCS4 (40 mg-kg ' TFCS) A
EHE TFCS4 (80 mg-kg ' TFCS), #4110 H,
B Xt B4 Ah A 45 41 R AR K T IR 4R R R A
350 mg-kg '+ RIS 70 mg-kg ', ELEREE 28d.
15K, XTHRAL, BIALA KRR E 4 TR K
(10 mL-kg '-d"), BZM 41 kB 8 BZM IR &%
(5 mg-kg '~d"), & F i TFCS 41K R 8 M
M TECS, ELAIRYT 14d.

1.3 # B iR R AR AL R & K KB R E
¥ KRAREZH (40 mg-kg ') JBREEJS 6 Fib
B FFARG L, BEEREIEXENEL, HTF
ARG He KBTS 0 B2 BR BT T, /N0 T B O A PR 1 2
21, BB WE, SR R BOEE i R R 5RO IR B
JIE 1L 28 Ak, L PU AR il 3 9 0 SR (RP
Per Unit, AHXF6] A7), K& EE 8. 5 em, il
Bl 4 cm®, KM= 105Kk /s, KA E 30 s, T8
30 s VI (30 s PN I A M0 00 54l 1 - 34 1)
S 2 TN R (HUAS L RE AR 30 s P TR il 2R T T
BOFH4ME) o

1.4 R2AX Kb Sk B RERE A G £ &
A RRGLFHRESHRBMAET R, E24 IR
W, HLuk. B, BBV, 80 CRAfERH. B
JUE AL 3 A0 S, A Sl KB 43 A L A s 2
REUVE L, WA IERRIE A RB, FRat B L
i, PR NE R BN R B= 005 BT/ K
B G <100 %0, K 21 SURE G B 2 — 80 “Cil ik
TR VKA AR A28

1.5 HE$ &% A Masson £ & ENKELABXAT
URREYSRABF RAERE  WUEE 195 BE
FEAS, 2 Mg B Ry #5047 065 B A 4 A HE
et K Masson e 8, W58 45 20 K BB 40 2005 3 AR
1k, KM Image Pro Plus #4453 T Masson 4 (& 4]
BT S0 B e AR R T AR, e A T TR

Fe B JEL 25 B B (collagen volume fraction,
CVF) A% £ 21 BB 8] 02 £F 4 AR 1 0 -

1.6 ELISA ## @ &4 X & & #F ¥ UA, Cr.
BUN.IL-6 #2 TNF-a K2 & & & F B,-MG # ALB
KF B ELISA K5 & Ul B 45 43 5 A I 4% 2 K
UM H UA, Cr. BUN. IL-6 #1 TNF-a /KDL K
PRI B,-MG Fil ALB 7K,

1.7 Western blotting 3k &2 X L BFHAR ¥
URATI.GLUT9 # ABCG2%& @ & X K F %
£7 5 — 80 “CHREAR L vk A i B AH U,
TR, B SI3K . WERE, B LVE R T E AW
FERIE , EARRUKIEEEIE, 5% AR WK = i 1A
1he iITAURATI(1:1000), GLUT9 (1:1000).
ABCG2(1:1 000) #1 GAPDH (1: 5 000) #i &,
WE SR, ERWEEMHENAEN P, EEE
ECL & 0, & AR R 503047 BSR4 3F R A7
LLGAPDH W Z, MR HMEAREKT. HE
R IKKF=H W E A & K E(E/GAPDH &
2% IR FEAE

1.8 %t %44 K SPSS 20. 048 4k k47
GeiteE oo A A OR BUE IR i T A, P
TR, HIERE, miEH UA. Cr. BUN, IL-6
I TNF-a /K, IR B-MG HIALBIK-, B4
HFURATL., GLUTY f1 ABCG2 % H %35 K - 34 747
BIESSA, UatsE o, £ 4R H T #
SRR 2 22500, AL TR RE AR 2 500 P H AR
SNK-¢#:%. LA P<<0.05 N Z %G G55 L.

2 & B

2.1 BAXKAEBRAAEEZE SXHALEK,
AT 21 BRI I 90 Y o RSP 35 b 2T T B
FEAL (P<<0.01); SHIAIA Lh#k, BZM 41 F1K .
Hh K e e TFCS 4R BB U o 9 v 7 dek 35 B &gt 7
f (P<<0.058 P<<0.01), HAI&EF&E TFCS4lk
BOPY Mg T AT (P<<0.01), HHA —&
F 00 S AR PR, L R i TFCS 413401 i o W
o WEFETME L.

2.2 BUAXRARBARABIAAFLERZE 5
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Tab.1 Renal blood perfusion of rats in various groups

(n=10, x=+s)

Group Perfusion volume(PU) Average area under curve(PU-mm?)
Control 308.814-16.47 8971.454338.27
Model 243.09417.67 6 689.36+523.58"
BZM 275.234-16.05"" 7 547.094642.23""
TFCS
Low dose 272.63+10.71% 6 816.57278.40

276.22416.47°4
283.084+12.89""

Medium dose

High dose

7 268.67+338.27°4
8 180.33+463.37°"

"P<0.01 ws control group; “P<C0.05, ©#“P<20.01 vs model group.
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A': Control group; B: Model group; C: BZM group; D: Low dose of TFCS group; E: Medium dose of TFCS group; F: High dose of

TFCS group.

B ALK L R i A

Fig. 1 Curves of renal blood perfusion of rats in various groups

X HRAT L s, AR 2 R R DR O e, A HR TR
FE B R A B EURCRBE S, T, R
FIEFE SO ENE; SHEBHE, BZM 4 M
Ko ¥ & TFCS g K BB R AR R /N, 26 8 X
HRZE, 55 I T 1 (5 OB R B I R . 5 %) B
4B, BEALA R BUE IE R B R (P<<0.01) ;
SRR A, AR TFCS 4K BB IE 2R 503

A PTREAL, Hoh BZM 4 f v Ko il i TFCS 4K
BUBIE R B (P<<0.01). WK 2H1% 2,

2.3 BRUAXABLECRAHBSAAP L ELE
B HEZEZR TR XA KT HSGET
SR, AEMIVET, MRS A LW B A
YA K BB A Zn] UL D e BR v B IR R 45 DU, [
DI A R O IO R N1 DR I = A
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A, B:Control group; C,D:Model group; E,F:BZM group; G, H:
Low dose of TFCS group; I, J: Medium dose of TFCS group;
K,L:Highdose of TFCS group.
B2 HHAKRNEFEREESERA
Fig. 2 Gross morphology of kidney of rats in various

groups

BYk, FRAMIIRIEN Y, HESIOR RO, [R] 5 2R
Hefb ™=, S A A, BZM 41 M & F &
TECS 4K BUE A8 05 A AR R, RAE
B, R DL S DL R R AR 2 A, o DL e R

F2 HAKXRBERRENEERLEK

Tab. 2 Kidney coefficients of rats in various groups

(n=10, x+s)
Group Unilateral kidney Kidney coefficient
weight(m/g) (/%)

Control 1.1740.23 0.384+0.04
Model 1.69+0.21 0.58+0.09"
BZM 1.42+0.46 0.43+0.03"
TFCS

Low dose 1.58+0.08 0.5540.05

Medium dose 1.35+0.26 0.4940.09"

Highdose 1.28+0.09 0.4240.02"

"P<C0.01 ws control group; “P<0.01 vs model group.

TFCS 20 K BUF 2 240 05 #2 J& e/ o Masson ¢ 8
gERL R . X R O RRUE 2 2R DL B I I R M T
L R 2] K R 4 AT O K R A T 4 T
R, M B BH P R A LL AR e BRI B T (P<<
0.01); SHRL LE, BZM 4 FIA [F 54 TFCS
HARBRBEHALN CVF HREAM (P<0.01) . WK 3.
B4R 3,

A': Control group; B: Model group; C: BZM group; D: Low dose of TFCS group; E: Medium dose of TFCS group; F: High dose of

TFCS group.

B3 AHAKREHLSURIESRIA(HE, <X400)
Fig. 3 Pathomorphology of kidney tissue of rats in various groups(HE, X 400)

2.4 B4k A &LFEPF UA, Cr. BUN, IL-6F
TNF-a K-F S5xFHA g, #A4] KB i i
UA. Cr. BUN, IL-6 il TNF-o /K ¥ Jt & (P<
0.01); SHRIAE, BZMAMARFFE TFCS4
KEUMEH UA. Cr. BUN, IL-6 &% TNF-a /K

Meft (P<<0.01). W34,

2.5 HAXKEAET B-MG A ALBAFE 53
H AL, A4 RS BORLR BRI 8.-MG il ALB
KT E (P<<0.01); SEIRIALILE:, BZM4LA
AT ik TFCS 41k BUR i B-MG Rl ALB K F-
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A': Control group; B: Model group; C: BZM group; D: Low dose of TFCS group; E: Medium dose of TFCS group; F: High dose of

TFCS group.

B4 FHKXRFHATEAREE (Masson, X200)

Fig. 4 Degrees of kidney tissue fibrosis of rats in various groups(Masson, X 200)

#3 BHAKRFBFHLCVF
Tab.3 CVF in kidney tissue of rats in various groups

(n=10, 45, 7/ %)

Group CVF
Control 6.63+0.99
Model 53.6142.76"
BZM 42.78+2.77"
TFCS
Low dose 38.55+2.19~
Medium dose 24.59+5.00"
High dose 19.434-3.12%

"P<0.01 ws control group; “P<C0.01 vs model group.

FEfk (P<<0.058 P<<0.01), W5,
2.6 A24AKkRAKBE4HAL P URATL. GLUTY #
ABCG2& @ &k K-F HXFHAK, HA4 K

B4 URATL M GLUTO &R R B KT
(P<<0.01), ABCG2HH HRKAKFFEAL (P<<0.01);
SRR i, BZM 4 MR R & TFCS 41 K R
B 20 4 rh URAT1FI GLUTO R [ 3 3k 7K - 24 B AR
(P<<0.058% P<<0.01), ABCG2 % M % ik /K F IF
B (P<<0.01). WIES5HFESG.,
3 i

WhoE BN U R IE G I R S R i 5 o
AARE R RIR R B sh B R, kR
PRIGYE B 5 5 NI R FRALHI T N 2T . IR W4 7E B
W Wy SR 4K il () VR T 6 A8 S UA T e VA R T2 sy
W5 A8 IR IR RE 25 0 2, 8- R KR s | PR
THE/NE, SURE/NEHZE . SRR R
TR B 7, S AT AL PH 1 R R HE M, SRR 5

#£4 FHKRFMBEF UA.CroBUN.IL-6F1 TNF-o 7K

Tab.4 Levelsof UA, Cr, BUN, IL-6, and TNF-«a in serum of rats in various groups

(n=10, x=+5)

Group UA [cy/(pmol-L™N]  Crle,/(pmol- L™ Y] BUN[¢,/(mmol-L " H]  1L-6[p,/(ng-L™ )]  TNF-a[p,/(ng-L )]
Control 38.5743.29 50.5244.72 19.84+2.18 24.3743.36 40.1548.22
Model 98.524-11.74" 84.364-12.37" 42.154-10.59" 66.42412.83" 102.584-18.62°
BZM 62.47+8.56"" 47.2249.59" 24.46+7.04"" 38.41+5.45"" 74.27+13.61°"
TFCS
Low dose 75.49+10.92" 79.54+12.29 39.58+11.52 38.73+8.17°" 74.59+13.14°4
Medium dose 58.71+8.28"" 52.54+9.03"" 27.51+7.28"" 32.86+8.29"" 74.88+13.46""
High dose 43.1846.33°4 40.6549.73°4 18.05£6.27°% 26.754-6.19"" 70.454-11.83°%

"P<C0.01 ws control group; “P<<0.05, “*P<0.01 vs model group.
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x5 HAKXBRBP B-MGHALBKF
Tab.5 Levels of B,-MG and ALB in urinary of rats in

various groups [n=10, x=+s, py/(mg-L~Y)]

Group B,-MG ALB
Control 5.0840.71 5.504-4.79
Model 39.44+10.14" 17.814+2.81"
BZM 26.08+5.42"" 8.5442.75""
TFCS
Low dose 32.7248.32" 10.04+5.04"
Medium dose 27.6446.13"" 11.21+£1.10%
High dose 22.82+6.67°" 8.73+3.71°%

"P<C0.01 ws control group; “P<C0.05, ““P<C0.01 wvs model

group.

1 2 3 4 5 6 Mr
GLUTY " e «wo O T S 59000

Lane 1: Control group; Lane 2: Model group; Lane 3: BZM
group; Lane 4: High dose of TFCS group; Lane 5: Medium dose
of TFCS group; Lane 6: Low dose of TFCS group.

B5 SFAKRRFHLH URATI.GLUTI fl ABCG2

EORBHEKE
Fig. 5 Electrophoregram of expressions of URATI,

GLUTY9, and ABCG2 proteins in kidney tissue of rats

in various groups

JR N S T A T S R B UA K R Fhiss, B
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BN, S A g RE A0 M A R AR A e AE R, S
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B E R AL I R T AR, LA BRI I
F R RE D AR RR B i R R e . 2R
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SECENE M A, SR TR Y. BT
o DR I P 51 2 1M S 6 JUL A B g 2, o o) o
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WL, AOGEE . WOGHUEE i BRSO R I
RGP LA e R R LR S, BaES
152 B DL g e AR 2 8% 5 5 i g i R/, HRE
I R/ING LD AN MR A DR, AR O HORE
I3 B AGASCAE M s T 4% 28 R BRU U a9 VB T
B, SRR BB ZH Bt U HE T R O R 2 B
TR, HF— 25 2 B DR R 1 B s R R U o VL 49 I
B

e VR B I UA AT 5]k B /N 8 R R] BT 48 RE S
X R AE A Bt 2 A 240 D A 35 ) AR £ 4k R A
., AR Z R0 0 T RE R, AR DE
FEREI TR B  UA . Crfl BUN KRR
B-MG FIALB/K Y-, b iR d6br ] Sz e ¥ i A= B2 fig

#6 FHUHUXRBF4LAFT URATI.GLUTIM ABCG2EARKKF
Tab.6 Expression levels of URAT1, GLUT9, and ABCG?2 proteins in kidney tissue of rats in various groups (=10, xds)

Group URAT1 GLUT9 ABCG2
Control 1.0274-0.049 1.0484-0.061 1.02140.031
Model 1.41540.086" 1.769£0.074" 0.5324-0.020"
BZM 0.8624-0.032°" 0.507+0.036"" 0.776+0.023""
TFCS
Low dose 0.488+0.149"4 1.38340.084" 0.649-+0.041°%
Medium dose 0.857+0.037"" 0.804+0.052"" 0.691+0.026""
High dose 0.814+0.01144 0.84240.04744 0.74140.038"4

"P<<0.01 ws control group; “P<C0.05

, %2 P<20.01 vs model group.
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