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3 ml 3 h 2.2
3 500 r/min 5 min GC ~P.BALP.TRAP
-80 C BALP. TRAP 25 (P <0.01) 25(0H)D
(OH)D . (P <0.01);CHO. (triglyceride TG) .
1.2.3 ALB.GLU. N NN BUN.TCO, (P<0.05 P<0.01)
CREA.BUN. BUA.TCO, 24 h PRU ALB.GLU (P <0.01) CREA.
DXC800 BALP.TRAP BUA o 1. 1.
25(0OH)D (
) ELISA . 1 GC (v55)
1.3
ALB(g/L) 46.88 +3.29 15.06 +5.60 * *
1.3.1 40 ~80 mg/d GLU (mmol /L) 5.44 £0.32 4,76 £0.89* *
14 d 1.0 ~ 1.5 mg/(kg * CHO (mmol /1) 4.59 £0.73 9.25 £3.44%*
d) . . . . TG (mmol /L) 1.16 +0.46 2.41£2.02%*
14d CREA(pmol /L) 73.57 £14.90 102.23 +97.58
] ° BUN (mmol /L) 5.15+1.12 6.80 £4.21°
1.3.2 ) : BUA (jmol /L) 317.13 £79. 16 360.31 +98.39
ALB >35 g/L 24 h PRU < TCO, (mmol /L) 23.12+2.30 25.72£4.50**
0.3 g/d @) : 2 P<0.05 **P<0.0l
ALB 35 ¢/L 24 h PRU
50% 16 2.3 4
: ALB 24 h PRU ALB (P<
50% . 0.01) 24 h PRU.CHO.BUA
1.4 SPSS 16.0 (P<0.05 P<0.01);GLU.TG.CREA.BUN.TCO,
X s t o 2.
2.4 4
XZ . Ca.P (F =35.796.6.492 P
<0.05), BALP.TRAP
2 1 . 2
2.1 GC 4 (F =3.668.6.202 P <
4 15 13 7 0.05); 25(OH)D 1
80% . L2 . 4 (F =
. . 1.725). 2.
2 GC (x+5)
1 2 4 F P
ALB(g/L) 15.06 +5.60 17.24 £5.65° 21,94 £7.21%% 30.36 +£9.33* * 59.354 0.000
GLU (mmol /L) 4.76 0.89 4.31£0.67° 4.23£0.71° 4.90 £1.46 4.918 0.012
CHO(mmol /L) 9.25+3.44 8.67 +2.44 7.69+1.90° 6.57 £2.18** 16.233 0.000
TG (mmol /L) 2.41£2.02 2.39+1.29 2.451.68 2.07+1.43 1.302 0.279
CREA(pmol /L) 102.23 £97.58 94.74 +58.52 87.49 +58.63 79.57 +42.18 2.264 0.131
BUN (mmol /L) 6.80 £4.21 6.48 £4.63 5.61+3.76" 5.95+3.13 1.581 0.203
BUA(pumol /L) 360.31 98.39 354.83 £119.58 208.50 £94.30* *  296.49 +87.57" 8.272 0.007
TCO, (mmol /L) 25.72 +4.50 24.86 +3.86 26.15 +3.96 25.34 +3.97 0.783 0.506
24 h PRU(g/d) 9.12+5.56 5.03£4.20% 2,67 £2.92%* 2,18 3,33 * 35.563 0.000

P<0.05 **P<0.01
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Effects of steroid treatment prophase on bone mineral metabolism

in serious primary nephrotic syndrome
Li Chenxiang Hao Li Wang Deguang et al

(Dept of Nephrology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)
Abstract Objective This study was aimed to observe the effect of steroids on bone mineralization in serious pri—
mary nephrotic syndrome (PNS) of early phase. To explore the clinical application of the change of the serum levels
of bone-specific alkaline phosphatase (BALP)
D 25(OH)D in serious PNS. Methods
cocorticoid (GC) therapy for four weeks. Before treatment at the 1" 2" and 4" week of initial therapy the serum
levels of BALP TRAP and 25(OH) D were detected by ELISA method. Thrity healthy people served as controls.
Results (D The serious PNS patients revealed a significantly higher adjisted serum calcium for hypoalbuminaemia

phosphate(P) BALP and TRAP levels(P <0.05) and a significantly lower serum 25 (OH) D levels(P <0.01)
that before treatment than controls. (2) At the 4th week of treatment mean value of 24-hour proteinuria(24 hPRU)

tartrate—resistant acid phosphatase (TRAP) and 25-hydroxy vitamin

Thrityfive patients who were first diagnosed as serious PNS received glu-

was significantly lower(P <0. 01) and mean serum albumin(ALB) levels were significantly increased(P <0. 01) in
comparison to the beginning of therapy. (3) Mean serum total cholesterol(CHO) blood uric acid(BUA) P and Ca
levels were found to be significantly lower than those at the beginning of the therapy (P <0.05). @ Mean serum
glucose (GLU) triglyceride (TG) creatinine (CREA) urea nitrogen (BUN) and carbon dioxide combining power
(TCO,) were not statistically significant between the beginning of treatment and the posttreatment. (5) Mean serum
BALP and TRAP levels were significantly increased in comparison to the beginning of therapy (P <0. 01). The ex-
pression levels of 25(OH) D was not statistically significant between the beginning of treatment and the posttreat—
ment. Conclusion Bone formation and resorption were abnormal in patients with serious PNS of before treatment.
Bone mineralization is negatively affected by steroid treatment prophase in serious PNS. Serum BALP and TRAP
levels are sensitive and specific indicators to reflect the bone metabolism.

Key words bone mineral metabolism; glucocorticoid; nephrotic syndrome; bone-specific alkaline phosphatase;

tartrate—resistant acid phosphatase ; 25-hydroxy vitamin D



