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Clinical efficacy of Leflunomide combined Valsartan on early
diabetic nephropathy and its impact on renal function

Ying Xiong, Yan Sun, Ying Li
(Department of Geriatrics, Fengtai Hospital of Traditional Chinese Medicine
Combined with Western Medicine, Betjing 100000, China)

Abstract: Objective To compare the clinical efficacy of the combination of Leflunomide (LEF) and Val-
sartan with other drug combinations in the treatment of early diabetic nephropathy (DN). Methods A total of
189 patients with DN were treated in our hospital from January 2013 to December 2014, including 91 males
and 98 females. The DN patients were divided into 4 groups by random digital table method. Valsartan group
(48 cases) accepted only conventional therapy with Valsartan; Leflunomide group (47 cases) was treated with
Valsartan combined Leflunomide; Alprostadil group (47 cases) was treated with Alprostadil combined Valsartan;
Benazepril group (47 cases) used Valsartan combined with Benazepril in the treatment. FPG, MAP, Scr, 24-h
Upro, BUN and the treatment efficiency were compared among the groups before and after treatment. Results
There were no significant differences in the indexes among the 4 groups before treatment. There were no sig—
nificant differences in the total effective rate among the 4 groups. After treatment, the FPG level was the lowest
in the Leflunomide group; there were significant differences in FPG, MAP, Scr, BUN and 24-h Upro levels
between the Valsartan group and the Benazepril group; MAP and BUN levels were th lowest in the LEF

group, the decreased values were not significantly different from those of other groups; the LEF group had the
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lowest 24-h Upro with significant difference from that of the Valsartan group; the SCR level of the LEF

group was significantly lower than that of the Valsartan group and the Alprostadil group, but not significantly

different from that of the Benazepril group. Conclusions The combination of Leflunomide and Valsartan has

better overall efficacy in the treatment of early DN with fewer adverse reactions compared with other drug

combinations. It is worthy of clinical promotion.

Keywords:

TR 2 B E B IR (chronic kidney dis-
ease, CKD)W 2R, Horp 2 AU RS 1 4
12, J A4 P95 159 diabetic nephropathy, DN) .
A PR IS B S IO AC R LI 2 e , 78 B PR 28 1 o HE
HEIN, KR & S NEkET , 2/ NERRE
e, #=HIE AR DL NIRRT 51677 DN R
VBB D AE R R B S AR, fE
ELA RGP, DA A B AR B
LR IER F{iFIH/RE DU DN fiE,
IHIF 5 7 FH SR SRS Leflunomide, LEF) B4 4070
HHIATT R RS B R BUS Ok, AR
HWR,

1 ARG
11 WARAR

PEEY 2013 £ 1 A - 2014 = 12 AL 125505
FEUSIE ) DN B2 189 i, H A B34 91 4], 4ok
9811 ; Eils 59~81 27 S 70.52+ 529 % . fhE
BER G EE S EWRS NARIE R FERA
W PRI B IR IR PRIZIr ) B R B, H KSR 7
HALET Mogensen 73 BRI PR 25 PRI, HERRFRAE
0 IFIRMFLIA ;0 EA M E R MR R4 A
EmEE; o NEGHRERTERRREIZR
B 0 S H™ B O E BN JEGERR
MR ;0 D ARIBE S AT 5T B (8 2 B
HIEE , T BESZ NGRS, AR EE
RS AR]E
1.2 K844

FEREN B T 77 1 189 14 DN ER #5454 4 4.,
HrpgfipbiH e 48 B, (X RER I FE AT ; Kok
FF2H A7 1, {68 4G DIH B G R mORRERTT s R P IHD
4R AT 1, f ARy DL & R T HBZRVGTT 5 DUHISE:
HIEH 47 51, (5 RS DHEECE DUISERAIT . 4 41
H R REFRMERS R RRE SRR, E R AT
RN, BAR R,

1.3 B A%
4 A T A0 v 44 RO, B 25

chronic kidney disease; Leflunomide; Valsartan; immunosuppression

# H20040217) 80 mg/ /X, 1 ¢% Id, TR, 2 B4 1497
F2o REEHAESR MIE A 067 Femt b I FALEF
( AT % 25\ A R F FE 24505 H20080054) |, H
AT 3RFIE: 50mg/d, 5 4 KHAChAEIRE: 20mg/d,
Bk ; RIS/ RELAE SR D EEZR 6 7 254, DDA R
SRR W25 A TREETRA ], EZGiHE
¥ H20094203) 100u g+5%j7M21 250 ml Fbkii
T ; DU R A4 DI A O A T 26t 1, in A DLAR
LAY I ERIZ A PR A E], E25¢4ET: 243H00501)
5mg &, 1K Id, DR 4 2HERE R EAMGIT £
BIERED TR E 0.8 g kg-d) [ B SR AE TFEL
PHETT 5 MR IS PP RS, R
HIANSFRE I AN Bk B2 RS, i B
NECFHEPE 25 AN & DhRE A s 254
1.4 VISR

JGTT T E 2 IR I ( fasting blood glucose,
FPG) -1k { MEan arteria pressure, MAP) |
ALK SErum creatinine, Scr) |\ JR 2 %( Urea nitro-
gen,UN) 24 h JRZEH T 24 h urinary protein, 24 h
Upro) . % & AR 3 urinary albumi excretion rate,
UAER) , /&7 TR R I i = 38R, & 2 FEl ke
IMAEFIR HHL, 24 h Upro, 1817 341~AEEE ik
TEPR.
1.5 TRHE
DN [T RHIERRIER 0 SERZEIR , IRPRIER
AP ERIANE SETE R, IR IR A 2 8 H e
4 Ji, 524 h Upro<0.2 g, 0 #B5r22i , I RAERAT
TPSERAEREATH K IR EE il D2 60%, F5422
4f, o AR IGAEIRH T, IRE TRk 2
40%, F5452 2 A, o TR ImARIER JRERIALE 55
K= BT AGESINE, SARE £ EatR
BIEL + B LRARBIEL + G5 BIED | B 100%.,
1.6 S FEFHE

BRI SPSS 20 e iR B
Bt PRER «t 9 TR, ZHRIBVR AT Z 00T, &
77 Z SR LSD- thede, TS EE
R, X 2REE P<0.05 A2 RS,

- 120 -



£ 3 1

S REARFC S AT DRV AS T FR TR O R R I AR T 2N HLRT B Eh RE A 520

2 #R

Il R 57 2 bL %%
4 HEETRIT DA SRR, ER TSR N
( X =12.000, P=0.213) , >KEUKFHH G4 HA LA
ORI, ZRISTHEE X X *=2.00,P=0.157) ,
L1,
22 RITHIER TSR

4 HEZ S IHEFEIATT RIFEES , 2 Jesit
FREN, BARI, 1GITE 4 A FPG &R, &
5T, ERE G E X F=8.721,P=0.001) .
25 LSD- tils , SREUKIFLLR FPG /KSR, R

2.1

Upro /K PEEES B0 20T, ERESIFE Y F=
12.627,P=0.001) , £ LSD- ti&4, SREBOKAFZH 24 h
Upro 501k, 54y HAME:, ZR B G EE N t=
14.520, P=0.000) ., /AIT ) 4 20 Sc /K PIbER, &5
EoT, ERASITEE N F=9.782, P=0.001) , £
LSD- t#:56 , SRARURAEAE Ser 7K SR T4y b B 4E RTRiT
SR, HRBEE Z S G042 M t=2.420 71
4.932, P=0.001) , sK&UKAFAH Sor K5 DUBREFIZH
bHis, ZRIG IR P>0.05) , L& 2,

23 ARREM

4 HBER K BB IARR RN,

. . NIV A Al e 3 %5
Wi SR USRI R S R4 ARFOIERTALR
= = NS 4 SR HOE AR R BEX
( t=2.979 I ?.439,‘P 0.001) , /&9T )\"ﬁ 4\\,&\ MAP | ZH51] iﬁ% T il il = 1%
BUN /K3EEER , 2805 20T, ZERE S FE X F= SRV n=48) 12 13 11 12 75.0
11.634 F119.972, P=0.001) , £ LSD- ti 6, KABHK  geporssst n=any 15 13 13 6 87.2
FFZHHY MAP BUN ZKCP A%, BN E S H A WITIH/RAL n=47) 14 12 12 9 80.9
B, 2RISR P>0.05), /AfT)F 42024 h MBI n=47) 14 13 12 8 83.0
R2 4EBHEBTUEETIEGRHENL (a9
251 FPG( mmal/L) MAP/mmHg Ser( g mol/L) BUN({ mmol/L) 24 h Uprol mg/24 h)
2y bIHAH n=48) JGITHI 75+ 1.8 121.0+ 7.8 77.9+ 20.8 6.2+ 1.5 234.0+ 12.9
IBITE 6.7+ 1.2 98.0+ 5.3 60.5¢+ 15.4 49+ 2.3 146.0+ 22.4
RIFAFH n=47) JGITHI 76+ 18 119.0+ 7.4 79.2+ 19.8 59+ 1.7 228.0+ 14.6
SR 6.0+ 1.1 91.0+ 4.6 55.1+ 14 46+ 1.3 90.3+ 14.3
B IHI/KZH n=47) VG R 75+ 1.9 120.0+ 8.3 748+ 214 59+ 1.9 237.0+ 11.9
BITIE 6.2+ 24 98.0+ 6.9 742+ 26.8 48+ 17 943+ 11.8
THERIZH n=47) JRIT R 7.7+ 20 117.0+ 76 80.4+ 19.7 6.3+ 1.8 241.0+ 14.3
VGFT G 6.6+ 1.3 95.0+ 4.4 52.3+ 1338 47+ 15 92.7+ 15.6
3 it giotensin system, RAS) 22435 mlHIIEI S HEAE K, /D
. e REEEHEM IERE RS SR O REE, R
RSN RAE S AR, SNk Al

HEAE RS/ INE TR AT 4E (L2 DN O EZRHIE,
s RS [T 28 e IS B . & 1o R
b Bl C L EEERREE OB
& MNORAIEA TS DN RO EREARA (€2 E F , 40l
R T2k 2kt 5 AR, LS R LS RS B I
BB R R S R SR /E A, DN 1Y
TR DL E 2 PSR ILFERE R, Kt
FUFEH, I B ok SRR EEHTH] 77 (angiotensin
converting enzyme inhibitor, ACEI) B I 5k 2 11
ZAFER U (angiotensin 11 receptor antagonist, ARB)

FELIT 5 B SR BB 3R - & B 5K 3R A9 renin-an-

RAS5j DN 1k Az AR A E Y] L FRATITIESS
ERAwigiliikipalsNE P U N G RS RS
IRz, DA 4RI §- 2k Sk e (Rt DN S A
Hh—RERIEE EEER, DN DN 2 —FhEta
T RAEMERTR . DN A AE Rl G620 S n7 4,
C Sz & N A IR - Jeelln IR - FR G IR 45

Gy DR — P A RIS B 5K R TIC an-
gotensin 11 ,Angll) <2 {ABH 1 , B #EE A T
B 1 RS fR RE s M E 2 (47K 2 rkH
Wi KR TR, SRR & — e o
R ANZY , J= S S AR SRR,

- 121 -



AR S

2T %

SEMmmENE A R, Mt T.B kL An i g5, Bk
RIERFHIZRIR , HRER /D BEAZ AN 2O Y
SR MR RAE S ok riB e A NERE
SN ISE E/ NER O I BERE , P IR BB HE 2,
SKEOKA A AT A R 2 AR 2 1 e RIS S HOA%
#:57AF- -k B nuclear transcription factor- k B, NF-
K B) (i, NI NF-k BiEIsIL Rk, K531
KA A,

AR, SRECKEE S4B G T 5 5
DN f8, b HoAth 5 70:6E0% 5E I-r#2H] FPG MAP Ser
BUN .24 h Upro, SR BAEFRIATEHI S HA 5
BRERTOHFE N BN S , e IR LT
HITET TR , #2316 DN R Fe o (BASZRR (s b,
S ARE, Rk UK 5S4 HE a7
DN BRI B REREEA B AR BR S25G

LE ERAR SRR 54 MRS T 00 DN,
FE T DL A48 DH G & AT 91 /R el DS R B
BT RRAAS T30, NR IR R (BRI ARHET

& £ X #:

[1] ZEE55, B, R R A b Uk S TR R, BRER 4, 2013,

42(21): 2545.

LR, WEX, TIAY, & mEKERSAEIATT IR

BRI AR O EZ]. 24 RE=%%, 2010, 16(31): 153- 154.

S, Jegie, A DI B AR AT IR

TEIGAILZE[]. SE B 448, 2010, 26(20): 3780- 3782.

[4] =24 BB RIS AT T S 0T PR 905 s S TR
LIRERIsENm[). BUAAARPEIEE LS & Jeiks, 2014, (25): 2819- 2821.

[5] T2, HHFE DR RIBCA L G F IR R B 00 T8
% UAE ({52, mRIEBLACER A, 2014, (1): 35- 37.

[6] FRAEEE 2N I 4y, PRI AN RS B ISR AR 12 %
FAARL). PAER I AL, 2015, 31(5): 379- 385.

[7] 5k 40 DHUHRE PR ERs 1 FARLI R SEBG A 5T D). 48 N: 1l
Rl 2007.

[8] GORIN Y, BLOCK K, HERNANDEZ J, et d. Noxt NAD(PH
oxidase mediates hypertrophy and fibronectin expression in the
diabetic kidney[J]. J Bid Chem, 2005, 280: 39616- 39626.

[9] SR, #ELIE, WhEET, . KEURERATT IR B & R 19T
ROWEE[). FIKES, 2015, 44(23): 3274.

[10] kA, TRiEESE, BKHRK, &, SREUKRRIEA AR R i 4
thy! B R AR IR M5 LhRERY o). B2, 2012, 23(3):

189- 192.

(2]

(3]

( EFFT D)

- 122 -



