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JE 15 (24 Upro) B HEEE(TC) HYH =BR (TG) /&% g & 1 (HDL) 1&%‘}#)15%&!@%) JEHEH a(LPa) (%%
B AL(ApoAl) # B 1 B(ApoB) /K K K i, 1ESRIRIT B 2 LB E AR RN . 5% : JRITHN,2 418
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Influence of Cyclophosphamide Combined with Glucocorticoid on Renal
Function and Blood lipids in Treatment of Primary Nephrotic Syndrome
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[ Abstract] Objective: To investigate the effect of cyclophosphamide combined with glucocorticoid on
renal functions and blood lipids in patients with primary nephrotic syndrome ( PNS). Methods: 112
patients with PNS in our hospital from April 2015 to January 2018 were selected and randomly divided
into the experiment group and the control group, with 56 cases in each group. The control group was
given glucocorticoid treatment, and the experiment group was added with cyclophosphamide on the ba-
sis of the treatment for the control group. Both groups were treated for 12 months. The changes of renal
function and blood lipid metabolism indexes before and after treatment were compared between the 2
groups, and their incidence of adverse reactions was calculated. Results: Compared with before treat-
ment, the levels of serum BUN and 24 Upro of both groups after treatment decreased significantly, and
the experiment groups level was significantly lower than the control groups (P <0.01) ; their levels of
Alb, Scr and urine volume increased significantly, and the experiment groups change was more obvi-
ous (P <0.05 or P <0.01). The levels of TC, TG, LDL, LPa and ApoB of the 2 groups in peripher-

al blood after treatment decreased significantly, and the experiment group s levels were significantly
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lower than the controls” (P <0.05 or P <0.01). There was no significant change in the levels of HDL

and ApoAl in the 2 groups (P >0.05). The incidence of total adverse reactions in the experiment

group had no significant increase compared with the control group (P <0.05). Conclusion: Glu-

cocorticoid combined with cyclophosphamide can significantly improve renal functions and lipid metab-

olism disorder in patients with PNS. lis efficacy is better than glucocorticoid treatment alone, and it

does not increase the incidence of adverse reactions.
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1RYT, MEIARYT G PNS B B Thae I i g A2 1k, 5
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1 #RET®
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PEHC 2015 4F 4 ] ~2017 4 1 H$2523097 1)
PNS & 112 fi], ¥55 5 (LI FEE) b PNS A1
KWR " 2 IEH LR IIE R RL . A
it . B4 H (albumin, Alb) <30 ¢/1.,24 h JREH
FE & (24Upro) =3. 5 o/L, [fil JLET ( serum creatinine,
Ser) <200 wmol/T., H.Ifil i 7K - £ BA W] 72 B2 T
AT BB OK M o HERR G TR R e Ak
RNEE LG IR ™ RGN REAE ) SOBE R 8
A HEBR LAY 1A F 1520 PRl gt e OB B Sk
FIRITA HEBR T DI RE ™ B 5 1 SR I7 MO 22
Ho g 112 B E By S g 2H AN R, B2

56 1] SL g A B E 55 31 9 2 25 4], 23 ~69 % |
S (46.6 £4.6) % EFE 1 ~8 4E (3.4 +
L5) AR JE R 0 A Bl B s 19 ) BB 5 i
12 451 B R A B 10 451] | ZR S AE 1 B /N ER B AR 9
15 e HoAt 6 5], Xk REZH S8 5 55 28 1] %z 28 {4, 21
~T70 % S (47.3 £4.9) % JRFE 1 ~10 4F 1Y
(3.6 = 1.8) 4%, Jf K i g BRAGE B i 15 i) | Jgt
PEEE 14 01 B RIEE R 12 6] FR B AR 1 /)
BRE R 6 ] S A 9 1], 2 ZH A H — BT RE LA,
ZEFRGEIFE (P >0.05) , BATn] lett . At
L BEREAC PR D1 23 AZHEUE , s N5 JE Rl ]
B IAWI,
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Xof RSB0 25 T W B2 R ia 7 RS R iR
JE e BE FA TR 4/ ( kb A B, Pfizer Manufacturing Bel-
gium NV)#£ 0.8 mg/ (kg - d) FIEFET 0. 9% S 4k
PATESHI 100 mL Hp SRR S 4,5 d JEECh
e s B #y 1.0 mg/ (kg » d) , 5 K5 8 AN i
60 mg/d,EZ R 2 ~3 A H J5 8 Wik ki 24 & 5 5
B S8 E X BRAH TG YT B SR Al B ISR BE e R
7 VRS FHERBEIE i (VLR e SR B2 25 0 W) ) I T 5%
AL 500 mL o K% TEL,0.6 ~0.8 g/
(m® = 7)1/ H,6 4~ A G R4% & s LG
SRR N 3 A A R T 1 U2 21 A0 4 i 1
BT 12 H
1.3 WEHER

FCBARITHT SR YT 12 A 2 HEF G IR R
. (serum urea nitrogen, BUN) | Alb Scr 24 Upro , ji
IH [#75 ( total cholesterol, TC) . H il = fE ( trilaurate
elycerin, TG) | /5 % & 1§ % 19 ( High density lipopro-
tein, HDL) X% )5 & 9 (low density lipoprotein,
LDL) J8& H a(lipoprotein a,LPa) \Z 5 H Al
(apolipoprotein Al, ApoAl ) . X I§ & H B ( apoli-
poprotein B, ApoB) /K- K JR#t . 2 ®IAYT HIE] 2
HIBHE A R
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RSP >0.05) 5 SR AT L, 677 12 A

iF,2 41 5 I3 BUN, 24Upro /K F i 2% FEAIK,
Alb Ser 7KV S 25 5 R S G N, SE a4 AR AL
RFXFIRA (P <0.05 5 P <0.01), WE1,
2.2 MRS

TRITHT,2 H B MR AR A LU AL, 22 % T
it E (P >0.05) ; 5IBYTHT AL 1GYT 12 4
A2 20 8 4ME Il TC TG \LDL LPa }% ApoB 7K
P-4 S 2 RRAIG, SIS 2 B AR T W] d (P < 0. 05 B P
<0.01) ;7897 12 ™ HIF,2 4% HDL ApoAl /K
WL, 22 g (P >0.05) R 2,

Rl BITHMAET 12 A2 AEFEH IR (n=56,x )
Tab.1 Changes of renal function indexes before and after treatment in two groups
IR 2 S
5 b A S -
1RYT BT e TRITHI BT R
BUN( mmol/L) 7.75+1.83 7.23 +0.40"" 7.67 +1.54 7.02 0. 66>
Alb(g/L) 23.01 +4.75 24.85 +3. 06" 22.66 +4.23 26.27 £3.38
Ser( mmol/L) 85.14 £7.95 88.75 £7.56" 83.28 +7.47 97.67 £8.11PW
24Upro(g/L) 7.11 +1.64 6.38 +1.31"" 6.98 £1.33 5.76 £1.27
R (mL/24 h) 713. 38 +84.55 1 434.49 +94. 63 702. 39 +89. 44 1 898.46 +£126.46"®
SRLATTHT A, P <0.05,% P <0. 015 5 [ A% FR4H HAZ, ™ P <0.05, P <0.01
F2OHITH B 12 A B2 AEH R AT B (n =56,% £5)
Tab.2 Changes of blood lipid metabolism index before and after treatment in two groups
T HE 4 SIS
b e P .
VYT HI BT IRYT I RIT e
TC( mmol/L) 9.88+1.74 9.15+1.09" 9.76 +1.98 8.71 £1.04 %)
TG ( mmol/L) 2.89+1.55 1.40 0. 84 2.94+1.36 1.06 £0. 532
HDL( mmol/L) 1.21 +£0.49 1.41 +0.58 1.18 £0.43 1.30 £0. 41
LDL( mmol/L) 7.31 £1.75 6.75 £1.07" 7.15 +1.54 6.35 £1.062%
LPa(mg/L) 808. 47 £26. 53 799. 35 +20. 46" 804. 58 +22. 31 790. 58 +18. 94"
ApoAl (g/L) 1.31+0.29 1.34 +0.38 1.25 +0.24 1.22 +0.35
ApoB(g/L) 1.51 0. 45 0.98 +0.31% 1.57 +0.47 0.75 £0.22®

HRURITATILE, Y P <0.05,% P <0.01; xR, Y P <0.05, P <0.01

2.3 KRR

TRIT IR 6 BEZ B0 LKt 6 1, DR
S S G, HOIRAEE 3 6, Bk 4 ], Bl AR IR g 2
i, B2 0k A 0T )2 AR 2 ], RO RN B AR
39.29% ; 5255 21 H BRI 4 6, BFShBE S 3
i, B BEIN ] 4 ], b 2E e g2 3 B, B & 3 i,
R RN &A%k 21.43% 52 AU BN R
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