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Effect of Methylprednisolone and Cyclophosphamide Impulsive Therapy on the Anti -
Oxidation Function in Children with L upus Nephritis

Hong JIANG, GangLUO, ShuLan WANG. Department of Pediatrics, First Affiliated Hospital, China Medical
University, Shenyang 110001, China ( Email : ssdgzy @163. com)

Abgtract :  Objective  To study the changes of blood nitric oxide (NO) , lipid peroxide (L PO) , superoxide
dismutase (SOD) , glutathione peroxidase (GSH - px) and glutathione (GSH) levels and the efect of inpulsve thergpy
of methylprednisolone (MP) and cyclophogphamide (CTX) on children with Iupus nephritis (LN) . Methods The blood
levedsof NO,LPO, SOD, GSH - px and GSH were detected by chemica analyssin 18 active patients with this disorder
(the active group) before and after MP and CTX inpuldve thergpy. Of the 18 cases, 16 who had become to inactive after
treatment were recruited in this sudy. Twenty-three hedthy children were served as the control group. Results Except
the decreased GSH levd , the levelsof NO, L PO, SOD and GSH - px in the inactive group did not differ from those of
the control group. Thelevesof NO and L PO in the active group were dgnificantly higher , SOD , GSH-px and GSH were
dgnificantly lower than those of the control group and theinactivegroup ( P <0.050r 0.01) . NO and L PO in the active
group were postivey corrdated with anti - dsDNA antibody, 24 - hour proteinuria, blood urea nitrogen, serum
creatinine and erythrocyte sedimentation rate, negatively correlated with conplement G; , complement C, and endogenous
creatinine clearance rate. SOD, GSH - px and GSH were negatively corrdated with anti - dsDNA antibody , 24 - hour
proteinuria, blood urea nitrogen, serum creatinine and erythrocyte sedimentation rate, postively corrdated with
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compliment G, compliment C, and endogenous creatinine clearance rate. The levdsof the fiveparameters (NO, LOP,
0D, GSHpx and GSH) in children with LN conplicated by rena damage were sgnificantly different from thosein the
control group and those patients without renal damage. Concdusions Thelevdsaof NO and L PO woud decrease and the levd's
of SOD, GSH - px GSH would devate &ter treatment with MPand CTX. NO, LPO, SOD, GSH - px and GSH may take part
in the pathogenessaof LN. Detecting the above five parameters may hdp in nonitoring the progress, the extent of rend damege
[ Chin J Contemp Pediatr , 2003, 5(3) : 229 - 233]

of LN and thergeutic dfect for LN patients.
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1 LN
Table 1 Levesof five parametersin three groups (x £5s)
n NO@{ mol/L) LPOQ mol/L) SOD @ U/L) GSH - px(U/ mg) GSH(mg/ g)
23 51+8 5.9+1.4 2110+ 384 141 +28 1.26+0.21
LN 18 79 +18° 9.9+1.7% 1221 +303% 78 222 0.41+0.05%
LN 16 59 + 15° 6.4+1.6° 1927 +392° 125 +29° 0.92+0.18¢
a P <0.01:b P <0.05;c LN P <0.01:;d LN P <0.05
2.2 LN ( P <0.01) ,
( P <0.05) ;80D ,GSH - px ,GSH
LN NO L PO (P <0.01 0.05) , SOD GSH
( P <0.01) ;80D ,GSH - px,GSH (P<0.01 0.05) 2
( P <0.01) NO,LPO
2 LN
Table 2 Levesof five parametersin the groups of abnorma and norma renal functions and control group
(x £s)
n NOQ mol/L) LPO{ mol/L) SOD{ U/ L) GSH - px(U/ mg) GSH(mg/ g)
23 51+8 5.9+1.4 2110 + 384 141+28 1.26+0.21
5 104 +31° 13.5+3.6% 893 + 3222 75242 0.32+0.08%
13 73+19°¢ 9.0+3.2°¢ 1354 + 3572¢ 122 +34° 0.69 +0.18"¢
a P <0.01;b P <0.05;c P <0.01;d P <0.05
2.3 LN <0.01 0.05) ; SOD, GSH - px, GSH ds -
DNA 24 h BUN ,&r ,ESR
NO L PO ds- DNA 24 h (P <0.01 0.05) , Cc3 c4
,BUN , &r, ESR ( P < Ccr ( P <0.01) 3
0.01) , C3 C4 Cer (P
3 LN

Table 3 The corrdation coefficient between experimenta and clinica parametersin the patients with active LN

NO L PO SoD GSH - px GSH
ds- DNA 0.712% 0.735% - 0.753° - 0.613° - 0.598°
C3 - 0.535° - 0.617° 0.742% 0.606% 0.602?

c4 - 0.304° - 0.446° 0.631° 0.312° 0.641%
24 h 0.457° 0.529? - 0.7612 - 0.647% - 0.494%
BUN 0.561° 0.6322 - 0.435° - 0.589° - 0.527
Ser 0.748% 0. 6087 - 0.524° -0.318° - 0.632?

Cer - 0.511° - 0.627° 0.672% 0.641% 0.622?
ESR 0.723% 0.724% - 0.5282 - 0.711% - 0.698°

:aP <0.01;bP <0.05
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2.4 MP CTX LN 5 1 ,NO LPO (
P<0.05) ,S0D,GSH- px  GSH
18 LN MP CTX ( P<0.01) 4
4 MP CTX
Table 4 Levesof five parameters before and after MP and CTX inpulsve thergpy (n=18, X * s)
NO@{ mol/L) LPOQ mol/L) SOD @ U/ L) GSH - px(U/ mg) GSH(mg/ g)
79+18 9.95+1.7 1221 +303 78£22 0.41£0.05
63 +21° 7.4+2.3° 1731 + 2592 122 +34° 0.82+0.16°
a P <0.01;b P <0.05
2.5 MP CTX LN 24 h BUN er (P<o0.01
0.05) ,ALB C3 C4 Ccr (P
, ds- DNA <0.01 0.05) 5
5 MP CTX
Table 5 Levesof dinica parameters before and after MP and CTX inpulsve thergpy
(n=18, x £ s)
ds- DNA ALB c3 c4 BUN Sr Cer
(+) (% (gL) (gL) (gL) (g24 h) (mmol/L) ¢ mol/L) (mi/ min)
53+11 29+£15 0.532+0.147 0.156+0.093 4.5%2.9 8.1£3.4 171£59 65+ 27
21452 36+14°  0.912+0.387% 0.201+0.103" 1.7+1.1° 6.5+2.4° 124 + 46° 77 £ 29°
a P <0.01;b P <0.05
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18 LN SOD ROS , )
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