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[ Abstract] Objective To evaluate the efficacy and safety of combining low -dose cyclosporine A (CsA) and
prednisone in induction therapy for patients with primary nephrotic syndrome ( PNS) ,and their comparison with full
amount of prednisone. Methods 67 cases of PNS were confirmed by renal biopsy examination and prospective non -
randomized analyzed for more than 18 months. Treatment group : low-dose CsA combined low-dose prednisone , 41
cases , including 8 cases of refractory nephrotic syndrome. Patients were treated with CsA 2.5 mge kg™ '« d~'
combined with prednisone 0.5 mge kg '+ d ' (maximum dose of prednisone 30 mg/d). After 2 to 3 months , dose of
prednisone and CsA turn down 10% every 2 to 4 weeks or continuous application of the original dose . Control group :
enough prednisone , 26 patients , patients were treated with prednisone 1.0 mge+ kg '+ d”' (maximum dose of
prednisone 60 mg/d). After 2 to 3 months ,dose of prednisone turn down 10% every 2 to 4 weeks. 10 cases combined
with cyclophosphamide ( CTX) treatment ( CTX 0.8 g/month in 500 ml normal saline intravenous or oral 0.1 g/d,
CTX total 6.0-8.0 g). Clinical parameters (MTP,ALB,ALT,CR,UA,GLU,TC and LDL) and adverse effects were
estimated before and after therapy. Results MTP and ALB levels were significantly improved in both groups (P <
0.01) after treatment. The total effective rates were 80.5% and 84.6% after 18 months (P >0.05). The creatinine
in treatment group tended to increase after 12 months of treatment (P < 0.01 ), but returned to normal after 18
months. 5 cases (17.9% ) recurrened in 28 cured cases after stopping CsA up for 3 years. Some adverse effects

(gingival hyperplasia , hypertension , increase of serum uric acid increased ) occurred during CsA therapy , but could be
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easily controlled. Conclusions Low-dose CsA combined low-dose prednisone is adequate efficient for treatment of

primary nephrotic syndrome compared to that with the enough prednisone . At the same time reducing the side effects

of CsA and corticosteroids which provides a more safe and cost -effective way for the treatment of primary nephrotic

syndrome.

[ Key words] Nephrotic syndrome ;  Cyclosporine ;

B A E BTAYT FLRTIE 9 2 LA R R s
VERE e (B R/ B TRl 5 52k, K IR s
LA K2 06 2590 7T B 2 4k % S TR Sk T T P AR 46
IR, SR A B R R AT R, ELER 4>
FEH TR R BRI 32 1M R 7 K R A
Fr . HRHIZE A(CsA) BIATF B O — k259, &
T T URIAE B A AE S B 5 R TR 254G 3
TR R R, o8 P B S5 0 A T
R —2k2 L (R IR CsA ] B RF AR
BLIIN | o6 DR IR LR R0 XL LB T i85 226 W g 2
g RSB/ CsA (HTFEH T, h &R B 254
BRA T A=) B /N VAT I R A B 2 B 1
W HI TR B, RGBT

ARESHTE

1. — ekt . e Ik 5T FH B2 e B R 2006 4 3
A 22011 48 10 AT T2 KIBEIZI 67 )5k P B s
BRI 5 33 ], 4 34 4], PRI (44.72 +
14.22) (18 ~76) %, J7 #& K BE VI A] 18 A~ H £ 5 4F
[(27.49 £11.18) N ], Frfa A F 8 34947 15 ik g 2L
2 S = ) <1 o 11| N 5 S =
( <177 pmol/L)

2. AL BRI T B AR R 43 IR YT AR
PR, AL — a7 A ), s B g | MR IR B IR
IRYT BRILAE 55 , A5 W1 K B 3 T R R Bk 591, v o,
JEA R 1 24 (— P LA 3 LA 50 32 ) o JRIT
1(41 ) oA E RS A IE " 8 i, Y T Tk
SRAVKS 0.5 mge kgf1 e d” +CsA 2.5 mge kgfl «d
PR AN B R 30 mg/d, CsA 4 H 2 2 IR, 7 IR
2 ~3 N HJGENE 2 ~4 JASR AR  CsA 7R B 58 Al 1
SRR, 10% SFESE N R &, 4R 245 1 4R L L,
Xof BERZH (26 161]) : HRAOFA 1.0 mge kg '« d7, BRAGHA AL
Kl 60 mg/d,iEMR 2 ~3 N H G4 2 ~4 JE7ERF]
TR R 10% , iR 2 1 AERL L, Hidr 10 ik
AR (CTX) JAYT,CTX 0.8 g« '« 7' A
A FRERIK 500 ml FRkif i, TR 0.1 g/d, CTX B
6.0~8.0 g

3R T (1) ABEBE — R} R4S
wlo (2)TEIRYTHET JBYT 3.6.9 .12 18 D H 3 slic g &

Prednisone ;

Treatment outcome

F 24 h JREHER(MTP) HFUIEE[ BEE(TP) (HE
FI(ALB) A& N & E (ALT) | B IIREL WUAT(Cr) (JR
FR(UA) ] % (GLU) | IMiLfg [ BAH[EEE (TC) K%
BEFE I (LDL) ] e CsA I 25 ¥ B 55 A= Ak 8 bn i A2 AL 1%
M, (3)ICETH BE 2 AR A RN

4 9FRCHIWT . (1) BR% .24 h FR MTP [£%0. 15 g LA
TEBGRITHI FFE=75% , (2) AR MTP BUAYTHT T
F=50% ., (3)15: MTP B3697R1 FI%=25%, (4)
TCEL . MTP BEEITRT T B <25% s,

5. G F T SR SPSS 11, 5 G k740
TR, TR DAL + A5 2% (v 25) TR, IR
PRI B0 HE AR TR ¢ /056, 2220 A GOk He e R
FHSE AR TR J7 22 0BT TR 97 SR WS R H
KR, Mo M R R 10T, P <0. 05 Ak 22
SHAEGHEEY,

s R

1. PRALEREE TR 1A — I 00 - 55 0 4L 2 oA
AR IR 1, Forb R B (M) 20 3] RS Al M
/NBR'E 92 (MPGN) 3 1] T /1Ni A5 784 5 95 (MCD ) 3 3]
Jaikt s BeE /N ERBE AR AE (FSGS) 9 1], R BERG 4 P
INERF 48 (MsPGN) 11 151], TgA B 95 (1gAN, Lee [GA34411
g% 12 49, % 9 1) 21 1, V7 R e 2H FB 5 ] —FReA 1
KA WEA R R C GRS (P >0.05) , W3 2,

2 IRITHIE B A OCR A A8 s 1 AR AR O 2
BEIRIT J5 MTP K86 97 AT 4 W W 45 7% (P <
0.05), T IBITIE 6.9 A ALB HIRYT R+ 5
(P<0.05), JAJ7)E 6.12 S H TC 83697 AT LR T /%
(P<0.01 . P<0.05),12 A Cr HFEHEH(P <
0.01),1H 18 N H G XFEZEIEHR 18 AR UA BT
(P <0.01), XA AITE6.9.12.18 I~ H TP
HOIRYTFRITTHE (P <0.01 (P <0.05) . A7) 12,18
A ,ALB #3AJ7RTI W.7F& (P <0.01) , TC \LDL %34
JPRTII B FRE(P <0.05 P <0.01), MAIEIT RIS
ALT GLU KWL Ak, W32,

3. WAL TR LR JRYT 3.6.9 .12 .18 S H BT,
P E IR T RO 2ZE R TEGIT2 4R L (P >0.05) , UL
F 3, RS 28 B RAEE 18 N HIE 2BV 3 4F
AT 5 B1(17.9% ) B R , 2R JGFRIGITIRARL,



. 2872 AEIGREE 235 (L FRR)2013 4E4 A5 7 &5 7 Chin J Clinicians ( Electronic Edition) , April 1,2013,Vol.7 ,No.7

R AL ARG HE o A A 2

ZH 51 B2 () (v xs) MN (1)) MPGN (1) MCD( 1) IgAN (5] MsPGN ( f4i]) FSGS (i)
BT A 20/21 47.20 +14.30 13 2 12 7 6
X i 2H 13/13 40.42 +13.27 7 1 9 4 3

HEMN R BEPE T, MPGN g FEERE T M B /N IR B &, MCD R /N S T 90 IgAN 2 IgA B9, MsPGN Ry 2 RS Az 1 W /N R 1 4%, FSGS Ry Ry kb5

Bt B /N R T AL AE
F2 HBEIRITHIS SRR RO (x £5)
205 BI%  MTP(g/d) TP(g/d) ALB(g/d)  TC(mmol/L) LDL(mmol/L) ALT(U/L)  Cr(umol/L) UA(pmol/L) GLU(mmol/L)
X HRZH 26
IRITHT 315167 57.98+9.03 29.00+8.94 6.75+2.42 404+1.62 20.80+6.31 70.06=16.59 375.13 £138.26 4.93 +0.77
BT IE
3MH 1.65+1.80" 61.61 +6.90 32.95+6.95 7.00+1.25 3.74+0.99 29.25+12.67 68.45+12.14 353.91+98.38 4.64 =0.43
6 ~H 0.94+1.31" 64.29£4.00° 33.20£12.29  6.55+1.05 3.54+0.76 27.70+8.96 67.54 +11.33 364.90 +140.10 4.71 0.6l
91H 0.99 +1.62" 64.60 £10.59* 35.98+7.87 6.14+1.39 3.52+1.10 25.37+9.33 72.50+8.62 440.75+87.24 4.62+0.73
124H 0.65+1.90" 68.32+6.23" 39.34+4.72" 5.29+£1.45" 3.09+0.89" 25.70+7.94 66.61 +14.33 390.90 +140.33 4.94 =1.03
1841H 0.62+0.82" 73.22+4.99" 41.76 +1.55" 4.30£1.16" 2.39£0.71" 30.80£25.74 62.09 +16.58 360.80 +189.37 5.30=1.16
HITH 41
IRITHT 3.87+3.52 55.75+11.96 26.60£10.28 7.72+2.18 432218 24.82+9.45 73.91x12.77 315.55+62.15 5.57 +2.56
WITE
34MH 1.56 +1.45" 61.13 £8.47 32.55+6.15 7.14+1.49 3.67+1.22 23.88+6.19 76.41 +14.54 364.13+57.92 5.42+1.47
6 1™H 1L.02+1.10" 63.80+7.13 34.66£4.93" 5.81+1.25" 3.32+0.85 21.82+9.11 76.88+17.39 341.82+72.95 4.71+0.50
91H 1.00+1.19" 64.95+6.41 3550592 6.56+1.30 3.42+0.72 23.57+7.76 79.32+16.24 328.71+72.43 4.89+0.92
124H 1.11+£1.81" 61.23 £11.18 3233 +8.23  5.92+0.83* 3.22+0.78 19.67+6.50 91.58 +20.85" 352.50 +32.66 5.47 +11.13
181-H 0.83+£0.94" 62.48£10.93 32.40+7.70 7.45+2.02 4.23+0.91 19.33+2.65 86.43 +14.67 388.67 +68.93" 6.28+1.96

T MTP 2y 24 h JREE A€ &, TP N SR 1, ALB N U 1, TC Jy SR B, LDL S %% B2 IR 7R 11, ALT 45 9 5% 20l , Cr M JULIEF, UA B JRIR, GLU

I, S5 AIRITRI LR, P <0.05,"P <0. 01

R3 OWARFS LR ()

ZH5 1%k g B A% TR

Xt IR 4 26 31MH 9 9 3 5
6 1™H 18 4 2 2
91 14 6 3 3
124H 17 5 2 2
181 H 16 6 1 3
RITH 41 34MH 15 12 10 4
6 1™H 24 7 5 5
91M™H 26 6 4 5
124 A 27 7 1 6
181 H 28 5 4 4

4. IBIT AR JRITHRRRA 18 A FBA
B (AR + ARR) 7351 80. 5% Fl 84. 6% , W4
BTLF 2227 (P >0.05),

5. RYTHIEST CsA M2y e . Wl 2 CsA 12y
WRTEAE 40 ~ 150 pe/L, CsA 1L 257 B 5 26 11 SRIT AR
(P >0.05)

6. ANKLR ; R AE 1 ), 1 R TR 4 B, iR
R T1 6 i, 1 BIATT OB (1A BE Lee FRAM2L I
90) BT 2 A R ALE 55 (83 ~ 145 pmol/L) .

w#

BT A E R R UL I PR B G = — ,
BERTATT 2 B b IR B B EA R Y — 34
FRE I R TR e A MO AT, B B R R
B , T A ) 11 85 11 25 2R T 4 S A K e AR 285 14
i L BT 4 B D RS (AT M TR B 2 e
BRPEMRIRR T

CsA 2 11 ANEIERALR IR Z Ik, B L 45
T P R g — IR A T P 5 A e R R
CsA JE—TRIog K S 14 T 40 T 8 5 701 , L fr 8
BRI, FRTIA R CsA T2 %83 et et

-



AEINGREENT 2435 (L FRR)2013 4E 4 557 %5 7 ] Chin J Clinicians ( Electronic Edition) , April 1,2013,Vol.7,No.7 . 2873-

GEETE:)IR o N et Vi b 7 e AT L N G Bl | O W D
FHES , PP 112 32 AR08 S H R 3 1 B /N Bk IS
JEE( GBM) B LA SRR T frr i B | AR AT g i,
Pt T A S B /NER ZR AN (HMC) i3
B LA B SR B R R B R

CsA B8 12 T 245 B B A 2 T 8 M IR
I7 AR BV 12 TR e T B 45 A i R
B AR g, 5 A A B A SR AR B, CsA A28 AL
SEFREREE AR F T ke an i, 3 A5 - g vh
HIRL R FIZL RN, CsA BIRIT B INLi B IE ) — 2k 2y
Wy, % LB B s 25 ik OG0 B R B o 5 A
EHE WA VE N —Z 25, IF H X015 S te e il ia
FEHGPT MO 2 TR R 2R B IR R, CsA 19K
axet,

HATE PR & ZAVHETE CsA BIRFIE R 3 ~
4 mge kg e d” R P 3 R X — R
HBRA93.5% ' ARTIT, ST CsA BIZFIAR BRI,
PRI A HR B B R R AN
KA SECE B Al g™ R, 205 H ) B
FIZAGL RIS 2% i MN BN 28 S IEEH, &2 —1
AEHEASERI AT,

Ghiggeri 25 B TP L AR BEAL 854 BIF 5 X687 1
/NI CsA JRYT > 2 4F B9 30K Tt 245 80 B 0 25 B Ak
(SRNS) L & B i kK A & 305 25 44k Fn 2 w1
s BRI FSY R KPR CsA JAYT SRNS A
—EITRL, BRI R, T RE Ik D & R I s Pl
ISR 2 AR CsA JRYT AR e BRI AH G ) 1 ] B 21 4
LA E R TSI REBI . SRR a1 10 i
MEVATE ER LR A AE, HLE DI RE Y A 1E F S (G
[(39.0 £6.2)ml/min] IR, CsA BRE /NI R RS
1RIT 6 A 5 ML UEF 2 9 22 1E H S BN, 58 2 i1k
7 60% , Hfth 2 F WA LMIRE . XFTF CsA B
FHAE J2& 5 25 [ B i 2 0K & 0 H In) @, 4% KB R
Ay B\ R 2R AT TC RN (T LA Sl
I, A BN R 2 A R /INR 2R [ RELE R RRYT

FRATEFH CsA 2.5 mge kg™ 'o d7 IR E N
Ah 22 B i A8 R A, R B A /D ) ) A
0.5 mge kg '« d7 KA, AR 80.5% , 5
X HRAL B I R IR )T LG22 22 5, H CsA 125k
FESYFROCAHIGHE . AR TR 1B 4E LR
7 R IR AL T =5 40, i JCFag 14 & A T i il R
PRI = 4 AT 25 4, FRATIME IR YT 4 28 4]
BURE 18 N H IR 25BE VT 3 4 A 5 4] (17.9% ) &

Eo FAR FH. DA EROE ABRSDAN TR ETLTREANL LR

2873.

K IR IE P UGATT AT R A 3, 5 B IE 2 R 8 A
), PRLIERATTIN Dy, 28 T e ) S e 4o il T B AT 25K
M BEAT B B AN T 400 i R S AR, ST
12 BYARRE S P S AR 7 P AN 284 T DR 65 1o
A H—E et

Zi LR, FATA g RKI/N R CsA B/ Al &
SRAGEAMIRYY , BE TS 2873, T CsA FERIE
FH TRIF AR B2 7 9 1T, AN P Ak D0 ot 245 0k {6 Ak
JRBEBEARET T, PO DR ] i/ 1 R o DA
RS ST ARAR I Bk /b | S DA 7 ke i 25 B A i —
AT RBCL 2N ITE

Z £ X #

(1] (FREER ATEENBRRIT) € ZMEA. BREER A WG /N Bk
PR B3GR, AR IR S 25,2005 ,21 :556-557.

[2] Hahashy D, Hodsen EM, Craig JC. Interventions for steroid-resistant
nephritic syndrome ; a systernatic review. Pediatr Nephrol , 2003, 18
906-912.

[3] Ho S,Clipstone N, Timmermann L. The mechanism of action of cyclos-
porin A and FK 506. Clin Immunopathol ,1996,80.40-45.

(4] WI507 2500, EHFIAE 25 B XN I A AR A0 A 43 5
R T e A0 MR35 R R BIF 5. Ll v BE A R A 2 AR, 2010, 41
303-307.

[5] Cattran DC, Atexopoulos E,Hecring P, et al. Cyelosporin in idiopathic
domerolar disease associated with the nephrotie syndrome ; workshop

recommendations. Kidney Int,2007,72 :1429-1447.
[6] 248, JHE. HMIE R A IRITXER MR M B R B AL, h

BB M 2R, 1991,7 :169.
(7] Hfd, VETY 5. R4 3R Al 25 9 19 FH ECRE R v A2 B DE S 2
199612 :180.

[8] Meyriel A,Noel LH, Auriche P, et al. Long-term renal tolerance of cy-
closporine A treatment in adult idiopathic nephrotic syndrome. Kidney
Int, 1994 ,45 :1446-1456.

[9] Ghiggeri GM, Catarsi P,Scolari F,et al. Cyclnsporine in patients with
steroid-resistant nephritic syndrome; an open-label, nonrandomized
retrospective study. Clin Ther,2004,26.1411-1418.

[10] R, B R, 6. KITRIF MR A IGIT LB MR 25 8 1
FaLE A RIS . A LRI ,2008,46 :698-701.

[11] THRERE FhEN AR, 55 SRR A VAT B DI BE 53 o IO kYA 1k
BRLEGAE 10 B2 H7. ThVG IR S5 44 35 ,2009,10:714-715.

[12] Husseini A,Bnsuony F,Mahmoud I,et al. Long-term effects of cyclos-
porine in children with idiopathic nephritic syndrome : a single-centre
experience. Nephrol Dial Transplant,2005,20:2433-2438.

[13] Hayashi T,Saito N, Shoji T, et al. Cyclosporin amono-therapy in ne-
phritic syndrome with conra-indication of steroid therapy. Intern Med,
1999,38:272-275.

[14] Kemper MJ, Amon O, Timmermann K, et al. The treatment with le-
vamisole of frequently recurring steroid-sensitive idiopatic nephrotic
syndrome in chilren. Dtsch Med Wochenschr,1998 ,123.239-243.

[15] BIEM, XGRSz, 5. A A IRY7 LA R 228 7
FRLEEAE 83 BT BOWER. e LR 2003 ,41:813-816.

(HcH H:2012-12-11)

(ARt . TKE#)

A AEST YL [1/CD]. P A 0E R E T E . B FR,2013,7(7) :2870-



