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(N2 AR B B A2 Rk, 228 7522 237000)

(FE] B8 HI0ERXGE % 5 G E DY 6 R DR 75 & 75 (DKD) B 3% B D g K A b Fe br i se i . 53k [
43 A1 100 {51 7L 3 DKD 5 0 I K 55, L4232 e DL VD 3G 7 169 50 4 58 3% g 4 BR AL (n = 50) , LA B2 45 KUGE 24 7 Bk 4 Je DL Vb3l
TRIT Y 50 1 (82 Ry WER A (n =50) o B P 2 I PR YT 200 8 L B3 7 BTG A B2 TR A R 43 i i 7K - [ 25 i % (FPG ) OBl 4k 1fi
ZILEE M (HbALe) | VB ZIRE[24 h JREE (T HEHE 2 (24 h UAER) B /NERIE S 2 (eGFR) (Uil 3% WILAF (Ser) (il JR E %( (BUN) ] ' £F
YAk Fabn [ 2R 0 (LN) G4 U E KN 7 (CTGF) (MBI AT s (PCIL) IV B )5 (CIV ) J AU SR BE I -0 ( TNF-0 ) (42
& 2 1 20 S R -1 (TIMP-1) B fbAE K R F-B1 (TGF-B1) /Ko S8R WAL AL I IR S A R = T X B4 (92.00% vs.
78.00% ,P <0.05) , WELH B FH BTG P EIFE 4 & HbAlc 24 h UAER LN .CTGF .PCII .CIV \TNF-o \ TIMP-1 \TGF-B1 7k
ML F X B (P <0.05) o HPZLIAIT)E eGFR B Ser BUN /K He# ¥ WA 22 5 (P >0.05) . WAL KR 4 & 2 K E
B, ER LG FEREL(12.00% vs.16.00% ,P >0.05) . &it: £ KGEZ F KA WP IHIG T B4 DKD 57 550 2 2 MR AE,
E— R E LR T R BT, R E L4k, T8 TNF-o TIMP-1 TGF-B1 ik /K,
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Effect of Qufeng Tongluo decoction combined with irbesartan on renal
function and biochemical indicators in patients with early diabetic kidney
disease

WU Yu-mei
( Department of Endocrinology ,Liu’an People’s Hospital ,Liv ’an 237000 ,Anhui, China)

[ Abstract] Objective:To explore the effect of Qufeng Tongluo decoction combined with irbesartan on renal function and bio-
chemical indicators in patients with early diabetic kidney disease ( DKD ). Methods: The clinical data of 100 patients with early diabet-
ic kidney disease were retrospectively analyzed. Among them,50 patients receiving irbesartan treatment were selected as the control
group,and 50 patients who underwent Qufeng Tongluo decoction combined with irbesartan were included in the observation group. The
clinical efficacy of the two groups was compared ,and the TCM syndromes scores, blood glucose| fasting plasma glucose ( FPG) , glycosy-
lated hemoglobin ( HbAlc) ] ,renal function[ 24h urinary albumin excretion rate (24h UAER) , glomerular filtration rate (eGFR) ,ser-
um creatinine (Scr) ,blood urea nitrogen (BUN) ] ,renal fibrosis indexes[ laminin ( LN) ,connective tissue growth factor (CTGF) , pro-
collagen type III ( PC IIT) ,collagen type IV (C IV) ], tumor necrosis factor-a. ( TNF-a) ,tissue inhibitor of metalloproteinase-1 ( TIMP-
1) and transforming growth factor-g1 (TGF-B1) were compared before and after treatment. Results: The total clinical effective rate of
the observation group was significantly higher than that of the control group (92.00% wvs.78.00% ,P <0.05). The scores of TCM syn-
dromes and levels of HbAlc,24h UAER,LN,CTGF,PC III,C IV, TNF-a,TIMP-1 and TGF-B1 in the observation group after treatment
were significantly lower than those in the control group (P <0.05). There WERE no significant differences in the levels of eGFR, Ser
and BUN between the two groups after treatment (P >0.05). There was no significant difference in the total incidence rate of adverse
reactions between the two groups (12.00% wvs. 16.00% ,P >0.05). Conclusion; Qufeng Tongluo decoction combined with irbesartan
has good efficacy and safety in the treatment of early DKD. It can improve the renal function,delay renal fibrosis to a certain extent and
down-regulate the expression level of TNF-a, TIMP-1 and TGF-B1.
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W DR A8 25 DR BILAAC A 08 3 L A T 3R R A
B AL EOIRAS 51 & B AT ek B /N ERTE b S5
& B IR 0K 'S R ( diabetic kidney disease,
DKD) "' DKD HL1 G ) i i R, o 5 5 0 5 o
NP AE A Ji 22 v G 00, 1 0 ol PR 4 o) i J3E AR
FAEE 2T Bk, B fE DKD BB AT A
BOS W AR T 0. e PR LA PG 285 F2 i 1, e
DUYD I8 Sy 16 46 P 1M 8 %8 7K & 11 (angiotensin I, Ang
1) 52 AR5 B0, Bk 52 78 BB 5 AR T 0 [8] i i A
PLRBR, Tl DKD M B3R5 . (Hepapyzy
1697 5y AT FHHE A B B — iy o B 7 R
H DKD g P, B d KW 2y, 5 3R B
IO, A M T2 T AR, Wi R 2 P 32 B o T v B 24 25 34
SR EERIE BN P, P BRI IR YT DKD
W BB A B Ay, DKD HAE 55 <
SO Rk SR UEAR G, DU S A B R 2 A R
RE ML g S5 R B, N LARE XUBR I 4Dl 45 O B AR
WM AHE ST LA RS RGE 45 05 AT R DKD i
RIT b R G PRIT 28 S 0T S8 T e L 4 4R AL
SEHE AR TE bR RS2

1 #AMETZE
L1 —fam

LB 23 B 2020 4F 1 J] 2 2020 4F 12 H N %
N R BE B fif 19 730 DKD B2 69 1w R W5 kL. 98
ABRHE : (1) BETE#R2 o 2 BUBE IR (type 2 diabetes
mellitus, T2DM ) , 75 4 539 DKD 2 4R it . B 1k
Ifi 27 25 H ( glycated hemoglobin Alc, HbAlc) K F
7.0% ,24 h JR&E A HEM % (24 h urine albumin excre-
tion rate,24 h UAER) 2}y 30 ~ 300 mg/24 h, ' /hekjg
i % (estimated glomerular filtration rate, eGFR) #8 i3
60 mL/min/1.73 m*; (2) 4E I 18 ~75 % (3) I JE
fi& T 160/100 mmHg; (4) T 2 A N R 52 3d HoAlb
DKD #5677 (5) IBIT MM PELF o HEBR bR - (1)
FEAEBAE R T 25 5 18 P A R AR PR B 2k FLIRR P
rhRE S PR S O RE 5 (2) I R B FL 4B 10
75 (3) AN IR RS A VB RS H AL R H S
FOE B (4) B I E O I S RE R A R
PR BRI B B RS (5) &I
HORS R SR ) B 5 (6) X A IS 25 W) i
ARG Y LA AR 7 . A4 100 ) 8 3, D)
32 L DLYR IR YT Y 50 ) 8 3 Sk B, L 24k A
LS TR B DL YD R T 50 ) BB S WA,
PIZH — FREBERL S, 25 57 T Ge it 8 L (P >0.05)
JUE -

1 FA-REMILR[xz5,0(%) ]

241 5] B /4 AR (%) T2DMERL(4F)  HbAle(%) 24 h UAER(mg/24 h) SBP(mmHg)  DBP(mmHg)  BMI(kg/m?)
WAL (n =50) 28/22  52.37:6.89  7.23:2.15 8.06 +0. 51 182.36 +14.23  137.69%6.87  83.12£5.97  25.23 +4.24
AL (n =50) 24/26  53.46+7.25  7.34%2.24 8.17 £0.56 179.83 £16.38  136.54 £6.35  82.68 +5.73  24.58 £4.57
k) 0. 641 0.771 0.251 1.026 0.824 0. 869 0.375 0.737
P 0.423 0.443 0.803 0.307 0.412 0.387 0.707 0.463

1.2 BITAHZE

PR 2H 1)1 LIOBE RS JE Rl IG T, TS i R e 0
JIR KM 259, 7 ) HbAle IRT 7% (ZAEBFH R T%
~9% ) AT ARER ARAE T ARAE [ R AR,
il I i g 5 3E s dh . X A T LU Vb A
(0. 15 g, & FE Ml 25 A R A wl, B 25 fE +
J20171089) 3447 ,0. 15 g/¥k 1 ¥x/d, WELLH 7E % 1
ZH LA B AL KGE 25 07 IR 9T, B KGE 4% 1 BN &
i N R B Be BT 25 % 48— R i, 400 mL/5) & H 15,
FE A R o A2 RGBT AL R < 28 1 e 30 g i
B30 g 435120 g S AHIE 15 g XU 15 g B X
15 g kb 12 ¢ FeFFH 10 g HH 6 g, WA IESLE
RT3 H.
1.3 MBS

THRITFHTJa X P2 R R 48 bR 2T E A

(1) s BEIEA AR« 275 (b 25 37 24 W DR AT 52 4 = D
WY R R 3 TG B AT L 0 A5
PR U R SRR, O HERE IR TE R
HoE 0.1.2.3 73, Bkl & 2 7 FUR A TS IR
B R E 1.0 3, B 0 ~ 20 43, 3y s R W
It PACRE PR B ™ 5 (2) L4 K P 2 A5 I il B ( fasting
blood glucose, FPG ), HbAlc; (3) B I HE:24 h
UAER .eGFR . Ifil. i WL BT ( serum creatinine, Ser) | Ifil. bR
Z A (blood urea nitrogen, BUN) ; (4) B 2] 4 1L 35 Fr
JEFGHE 1 (laminin, LN) (4545 244 214 K K ( connec-
tive tissue growth factor, CTGF) Il B4 #ij f J5ii ( procolla-
genlll, PCII) \IVALJiZ S5 (type IV collagen,CIV) 5 (5)
b 1fiL 5 2 48 B < IR IR FE R F - (tumor necrosis factor-
o, TNF-a) 4 J& & 20 ZU0 | X -1 (tissue inhibi-
tor of metalloproteinases-1, TIMP-1) | #5 1k 4= K [H F-
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B1 (transforming growth factor-g1,TGF-B1) /KF; (6)
AN BN < 1 s P 2H VA T 4 TR) 25 W) R RSN R A
oo
1.4 JFROEM

52 (R 250 26 W PR AE 98 4 S SR ) S X Ak
HEAT =GN . WAL I PRE AR 58 42 B W 2 G e, b
B E A B30 2> =70% |, B T RE IE W 5 A 8L I IR AE
B 22 A, v B IR A A 0 08D 30% ~69% ' I
AE IE 5 5 JOR: I ACRE R T B 8 2% i sl Jn &, P BSIE
AT <30% i PR S S0 230 A S
%,
1.5 SitZEsH

{1} SPSS 22.0 AR HEATSETH 0 o T BERE
IR A IERA M H 2257, Lk (2 £5) Fom, 4l A] b
BAT ST AEAS o K 56 B X ¢ K5 s B R LU [ n
(%) 1 Fom AL L EEAT x° %, P <0.05 g 22 5%
Ayt L,

2 &R

2.1 RT3

WEEZ A I PR A BCR N 92.00% (46/50) , 7 T
XTHE 41 1 78. 00% (39/50), 2 54 G it 2% & X
(P<0.05), W#E2,

®2 WARKTREER[n(%)]

51 23 AR Tk BARR

WL (n=50)  29(58.00) 17(34.00) 4(8.00) 46(92.00)

SFWALL(n =50)  21(42.00) 18(36.00) 11(22.00) 39(78.00)
X ME 3.845

P8 0.048

2.2 HEIEERS . MmHEKFE

IGIT R, PO B AR A B KT TR, 25
gt E L (P >0.05), B E, WA P BE
WEE ALy & FPG HbAle 7K S 28536 97 /iy B 8 B I
(P <0.05); H 5% B2 AH b, 0 %2 41 B OE i FH
43 HbAlc KX B AR (P <0.05) . W3k 3,

®3 WHAMMBEKFLLE(x+s)

EEER () FPG(mmol/L) HbALe(% )
b — — — — — —
WITH bebid b fehid ki beigs)
WEA (n=50)  14.32£4.53 5.14£1.20% 7.30«1.18 6.79£1.31 * 8.06£0.51 7.0420.88 *
WA (n=50) 14172467 7.84£1.59* 7.34£1.22 6.84£1.26* 8.1740.56 7.52£1.04 *
1l 0.163 9,584 0. 166 0.233 1.026 2.491
P 0.871 <0.001 0. 868 0.815 0.307 0.014

* P <0.05,5 R 4% 748k,

2.3 BIeEtRER

PR YT RIS D ReF8 An K g, 2 R TS
T2 L (P >0.05), W41iRY7 )5 24 h UAER ¥7H]
WFEML(P <0.05) , H L4 24 h UAER X} il 2
FEL(P <0.05), GI7 )G, W4l eGFR £ H — & Tt
&, Ser [BUN JK VA — 5 T B, {H 5097 AT 8 T8
E2ZR(P>0.05);iRI7 )54 eGFR J& Scr . BUN
KA, 255 g it L (P >0.05) , WLk 4,
2.4 BEHELIBR

IRITHT, A AR 4R e bn L, 22 R X e S it
FEX(P>0.05), WBITE, WAL I LN, CTGF
PCII \CIV /K- 25036 97 A B B F (R (P <0.05) ; H.
WEL A I3 LN CTGF \PC I | C IV /K - ¥ K F XF #]
H(P<0.05), WS,
2.5 HftmiEFIERR

YRITHT, B4 I3 TNF-o \ TIMP-1 \TGF-B1 7K F
Wi, = sgit#E X (P >0.05), iG¥r)a, M
4 1M 3 TNF-o, TIMP-1 , TGF-B1 7K F ¥ B & [ fI%
(P <0.05); H 5% M40 AH be, W88 41 13 TNF-a
TIMP-1 [ TGF-B1 7K-F-3#4 B i A%, 2 R A Gt 2= &
Y (P<0.05), W#%E6,
2.6 REWEH

AR RN EHAY AR RN . WEA R
BHHYA RIS KA N 12.00% (6/50) , %t H]
HBE YA RIS KA 2N 16.00% (8/50) ,
MRS gt FE X (P>0.05), Wk,

R4 TWAHBMEIERER (x £5)

, 24 h UAER(mg/24 h) eGFR(mL/min/1.73 m?) Ser(mol/L) BUN( mmol/L)

I
A YRIT R BT S BT R BTG TR A WBITIE YRIT R BITIE
WEEL (n=50) 182.36 £14.23 93.54 +7.68" 90.43 +10.56 93.15£9.58 71.43 +15.64 66.89 +12.94 6.14 £1.36  5.78 +0.79
SWAZH (n=50)  179.83 £16.38 119.61 £9.75* 90.84 +11.23 91.76 £12.64 72.04 +17.33 68.85+14.78 6.10£1.25  5.92 +0.94
ol 0. 824 14. 852 0. 188 0.619 0.184 0.709 0.153 0. 806
P i 0.412 <0.001 0.851 0.537 0.854 0.479 0.878 0.422

#* P<0.05,5 A&7k,
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R5 WABTENLERER (x=s)
LN(g/L) CTGF( pg/mL) PCII (g/L) ClV(g/L)

g

YT hIr e AT bEbig e RYT T hIr e R hIra
MEA (n=50) 127.75£17.62 77.24 £11.37" 46.34£6.86 24.53+4.46" 132.49221.57  59.68 +16.74* 126.46 +24.83 63.56 +14.43 "
XTHR4L(n=50) 128.31 £18.45 98.67 +14.89* 46.74+7.21  36.85+5.36  130.87£23.42  84.39 +15.23* 127.24£22.31 90.55+18.63*
¢l 0.155 8.088 0.284 12. 493 0.339 7.721 0. 165 8.098
Py 0.877 <0.001 0.776 <0.001 0.735 <0.001 0. 869 <0.001

#* P <0.05,5 Rl 447 ar4ak.

*R6 WHIME TNF-o ,TIMP-1 TGF-B1 7K FEELE (x +5)

TNF-a(ng/L)

TIMP-1(g/L)

TGF-B1(ng/mL)

ZH 5

o i TR i TR i TR
WAL (n=50) 92.78 £18.76 28.46 +8.75" 463.52 +97.54  390.32 +84.43" 172.86 £38.74 115.34 +17.49"
X4 (n =50) 93.16 £19. 64 39.63 +13.34"  459.67 £104.38 421.96 £79.82" 170. 56 £40.53 149.21 +£22.25"
tfH 0. 098 4.951 0. 190 2.049 0.290 8. 462

P 0.921 <0.001 0. 849 0.043 0.772 <0.001

#* P <0.05,5 Rl 4% s7ar4at,

x71 MAFRREEEEBRIEBE[2(%)]

il WS BO/ME WUR/OCTR S BRAER
WA (n=50)  2(4.00)  3(6.00) 1(2.00)  0(0.00) 6(12.00)
WA (n=50)  4(8.00)  1(2.00) 2(4.00)  1(2.00)  8(16.00)
P 0.332
P 0.564
3o

DKD JE: 4 PR £ e W DL | 8 73 1 5 B A9 il
I RAE o T DLV IS AR T 3 g A R i f 3 e B
) DKD i '5 /R B8 IR 18 T3S 54T Ang I
K& 7K Bl kL FEAR B /NER 9 DA T ke L O 3
o7 WAV DR 2 1 A £, BT 9 1 0 o vl 2 i 1 T hE
1505, N Bk A2 6 DKD (B B RERR RS . HH M
W R 25 WA LE , JE DL Vb 37 W S RE AR 4 b B
AW FEAE T MG J7 09 BE AL B3 0L v DUy
7 AR R AR YT i b R B K L )
REX A B ekt o E)E Db 30 (Y B T A A VAR
(A5 0, HLAS BB B R Gl (R R 22 4, o 5 i) A
FHINRIFARMAE " o P2 7 I 28 A 2L
] B AR N S 4 R AE DKD Bl i vl B3

HEEIN Y, DKD HAE 5 “ W 7 K B < R k™
SEUEAR G, HOR AR B, DR TR 98, i R 2 A 46 3 B
FHZ A, 1 CH oL RE AN T, 6 0T T, B0 K R A
AT, SRR L R I 2 45 H A T 9 B
2% BELAE = A5 CREIMCE B, BV MR 2, £ 5 1
AR A B S5 C R W), A AR
SEZAE L B LA IR R L b A 4 ol B A IR
Dyt DKD 85 He S, A5 X0 WL 20 38 ek A
iRyT , HO7 P TS, AT AN R FETE R

FI R A L5 % LU e Al 4 XUBR 18 L i 28 30 2% 5 4= 2% 1 A
G I A A T i 2 T A% S R e XU (B XL AT
BN B4 | R R AR AL BRI R s R A
Az AR R s R AT R 24 0 92 A
4207 23 [ B AR RE KUBR IR | 5 28 08 2% R KT b
Z IR BT I ALK R R R AR N R
™ % B ( protein kinase R-like ER kinase, PERK) 1 %
A SCE AR RS Tk B S Ik i A R R AE 2
TR AR AR O B B R4 22 GE T DR
(P T 0 AT A DN R R S e A
HUBRE B, 0 I BRR O N A T E S
434 7 RMARIRR 455 7 HAUEA B AEEN,
I ] A 4 ) 40 M R F TGF-B1, CTGF [y 3R ik (411
il 2 340 Ji i (aldosereductase , AR ) i fi 45 of Uil 2
B A 45 1, 0 T AR T T B0 bR RO
T T DL R KGE S 7 T R 2
FURFENE AT 1 5 %) 5115 DKD (835 97 %0, A F
FEAL R, 6 BRAL A [, WL 2B T IS I DR B 803
B, BRI AR 4 S HbAle 24 h UAER /K-
Yy u o o AIG, 3R A Ui % 5 mT B G A 5 L DKD
P78, A R R R, DR T RE , B AR i R AE
Ko HABF P HAEIT IR eGFR A Ser . BUN /K-
PITCW Bk, 5 E R BRI A R R A X AT
AE S5 WFFEFE AR E PN — 20 56 . AWFIE s Um
S DKD 2, OB IS O R, R T e s
TEH T F 3% R B DKD BB I B o ), o
5 A, 245 )% D) e Bl T

B 2T YE AL JLT- 2 I A 12 M B s F e 2 )5 40
F 5 B2 R R, HORR S8 IR ke ¥ 5 BUE T ek
o B SE B AL KIS UE SR AR A 1 5 A 4 L
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VI 56, LN & 40 ifg #b i ( extracellular matrix,
ECM) iy 8 2240, 75 1 % RS 5 PC LAY B ik S
A B T 225 -4, 1 DKD 8 LA 940 T
BEIR 254 £ E 25 1 BT A, BN B /N RO I R 254
FT I AP, i CIV ok & 20 g Bk 5 CTGF
AIEHEIE B ECM | i 21 44 200 i 345 4, 75 ' [ J5i 21 4
b B NERBE AL B R R P A R S AR ST,
WL LG Y7 5 L3 LN CTGF (PC I . C IV 7K~ ¥ {1%
TR R, 3 7 1k XU 25 17 R R RKCRE 22 W 2F 4 Ak
Jig 08 2% DKD P I #E Ji o 33 AT 05 2l 45 XUl 2637 1
A, 4 X 4 7 s I AR 3 4% 07 0 AT i e
ECM R4 W] o-F # WLALS) & F (a-smooth mus-
cle actin,a-SMA) 35 4275 3 4 8 & M 1 ( matrix
metalloproteinases, MMPs ) [t 32 ik | {2 i ECM [& fi# |
i) TCF-B1 ik 55 ik A2 B i ' 47 dE A 7%

TNF-o VB RAE PH 5, AT 22 w2 2506 1Y 0
T A ) 4 5 e 200 90 3 35 1 9 i, o S S I A
B 451403 s TGF-B1 W Bk 2 DKD ik J iy £ 24 &
N, o 2 /E A2 A i) MMPs \ TIMP-1 3R 35,
EAE ECM (A k™ o 1 ECM )k &t e B
J& DKD E BR BER B, AP 45 R o, WAL A
BEIRYT IS M TNF-o \ TIMP-1 | TGF-B1 7K -3 #%
Xof FECZE WY AL, i 75 4 XU 2% 37 W] A AU R Ik DKD
AT MG TNF-o [TIMP-1 [ TGF-B1 7K, iX AJ fig & H:
KRR SRR B RO HE 22 AT 4 Ak ) 1 I PIL
iz —o J35h, PR 25 WA R B B & A A8 L T W
225, REITE DKD 8356 HJE DD $H 35 57 (1 Bk i
B MR KGE 25 076 9T R IR BN 8 & AR K
W, v 25 T R R A

g5 b ik A% KU 4 07 R I SR 5 DLV G ST
TELI DKD S8 1 I RT7 850, 243 A6 5 i R AR,
T IIRE, SE G2 B LT 4R AL, B eV RE, T R I
TNF-o \TIMP-1 TGF-B1 7K~ 1] G 2 HALH Z —.

S ik

[1] Neelofar K, Arif Z, Arafat MY ,et al. A study on correlation between
oxidative stress parameters and inflammatory markers in type 2 dia-
betic patients with kidney dysfunction in north Indian population
[J]. Journal of Cellular Biochemistry,2019,120(4) .1 —11.

[2] Guillermina M, Leonardo PV, Gerardo Y ,et al. Oxidative stress in
diabetic nephropathy with early chronic kidney disease[ J]. Journal
of Diabetes Research,2016,10(11) ;238 —245.

(31 SRR, BT AT 5 0y S5 4 B2 T 54008 PR
BT AR T B IR WL B 1L AN M PR 5 2 A A A Y 5
[J]. 380 3 D R 2 2 4 (B2 hi) ,2019,16(1) 1182 — 185.

[4] Dan L,Bo L,Li XP,et al. Therapeutic efficacy of piperazine feru-

Z< F B 41k - http : //www. nsme. edu. cn

{E&E 5 & % : http: //noth. chpt. cnki. net

late combined with irbesartan in diabetic nephropathy: A systematic
review and meta-analysis [ J ]. Clinical Therapeutics, 2020, 42
(11):2196 -2212.

[5]  Z=mkAe. Bt 2 B 7 65 9 MLIR 7 X Bl DR s 15 05 2385 1) I PR
TR 2y ,2019,41(10) ;2366 —2369.

(6] UL, Ae Ll R [ UM B 16 36 Wl DR VB 1) =7 A JE AR
MG Y[ T]. rhAe R 252 35,2016 ,31 (11) 4547 - 4549.

(7] e 27 2 Bl RO “7 23 43 23 T A8 5F S 25 2L Wl DR B
Biiie & R I (2014 4F ) [J]. 480 JR 6 2% 35, 2014, 6
(11):792 -801.

(8] A AR FLANE TIAEHR. vh 24380 24 I AR AT ¢ 45 R [ M]. Jb
A HR E R 25 B AR, 2004 £ 156.

[9] Abdel-Wahab AF,Bamagous GA, Al-Harizy RM, et al. Renal pro-
tective effect of SGLT2 inhibitor dapagliflozin alone and in combi-
nation with irbesartan in a rat model of diabetic nephropathy[ J].
Biomedicine & Pharmacotherapy,2018,103:59 - 66.

[10] Zak, 55, X 55, 46, JE D1 vb L 850™ 50 P42 3 1 4643l 2 SC
BRI CT. PRS2 & 58 R A E P P R4S 50
MR PRI EH B ESS¥ 20 M E TR
5 R 2F AR W 218 308 20130191 - 194,

(L] 2, b BH.OBE DR B 1 Hp 2 25 BHL o &2 B 8 3 18 %
[J]. g BR 4 28235 ,2018,25(6) 1561 - 566.

[12] Bhtghe S, ok WICER 45 3 T X DROPE B9 /1N Bl 1A J5 ) 2 28
of AR O R R DN 5T 0 SR 3 S s e [T ] o 0 R 24 B
Z%,2019,35(8) :59 - 61.

[13] Ellina O, Chatzigeorgiou A ,Kouyanou S,et al. Extracellular matrix-
associated (GAGs,CTGF) ,angiogenic ( VEGF) and inflammatory
factors ( MCP-1, CD40, IFN-y) in type 1 diabetes mellitus ne-
phropathy[ J]. Clinical Chemistry & Laboratory Medicine ,2012,50
(1):167 -174.

(147 FMEB, MR LA 455 7 52 O 0 8 0 PR K B 5 s 722 £ L
FEAFIT )], thAerh B 2524 1) ,2004,22(7) ;1250 — 1252.

[15] ThRME , XV, 8L, 4. 4= 35 7 1 16 7 Bl R 5 s 4 B BIL XL
B Z b 399 PR 8 [ 0], o [l I R 25 B 2% 2R
2011,27(1):15 -18.

[16] E¥. ¥ 5 ST HRG T DLV 4 PR A ' 0 B UL & 44k Ak s A A1
SAEN T R[], AR B 242 1],2019,37(4) 174 - 177.

[17] W, LR . 8 T B /NBR R BN 43 3 CTGF K& LN Y742
FELIT. b BE R R A 5 41 ,2009,38(2) 196 - 97.

[18] Dai HY,Ma LN, Yun C,et al. Protection of CTGF antibody against
diabetic nephropathy in mice via reducing glomerular B-catenin ex-
pression and podocyte epithelial-mesenchymal transition[ J]. Jour-
nal of Cellular Biochemistry,2017,118(11) :375 - 380.

[19] EIH, P72, AT, 55 45 XU %% J7 X 2 W04 A 1 /N Bk %
KPS o-SMA By 52 M [ J]. 55 7 %2 12 K 2 2 4l , 2009, 30
(13):1235 - 1238.

[20] Z=jRes, 24, AR IR, 45 . [ A 38 2% 1 %o Ml DR T 1B A 28 K B
TGF-B1,MMP-9, TIMP-1 ik RYSEMI[J]. B #B BERL R 224 4,
2014,35(1) :118 —121.

(217 EB, XU B A7 . MMPs/TIMPs TGF-B1 41HI5NE T 15

(¥ HH9:2020 - 12 - 21 & @ 5 #5:2021 -01 - 19)

fB 48 : xuebaochy@ 126. com



