FTREF 2014 F 10 A% 43 5% 30 4

doi:10. 3969/j. issn. 1671-8348. 2014. 30. 007

1,25 — 8@ 4% D3 HER S E 5 R ER A6
tHxZE H Nephrin B & M

Fo2Lp o,
kA 40001332, TREAXFZWE S
W OE.H® i 1.25-= %% 4 % D3(1,25-(OH), D3) #+ 5 /& 7% B % (DND & & /& 2 2l 40 % & & Nephrin 49 %
ﬁé]ﬁhﬁ%—(UAER)%—F

&7 12 A, 10 B4 Bk 4 F A 5T B4, M E & LA B A 45 (Ca” ) | B
%E%%f" B & (ELISA) M 2 & 28 YLK A BF i W Nephrin 69 25, #R

(L. ZRFTFLERAS

;15 E I DN & % 3 40 4,438 Sk iF
V26 BB E 4T 1,25-(OHD, D3 0. 25 pg/d, &
(P“*) o2 DUBF (Scr) & 24 h & & & VAER, X A &

# g

=E AA 400016)

Y. F

AWEFZ G S DNL 40 22 il fe K T % G s 49 DN2 41 18

DN 21 & % A& % Nephrin 2 £ 8 2 % F x84 ,DN1 285 DN2 28 4] & # Nephrin & £ 4% £ £ % ,1,25-(OH), D3 sT4# DN1 21

& & k¥ Nephrin & ik £ & T4 (P<<0.05) 422 DN2 48 % % Jk # Nephrin % ik L8 2 % (P>0.05), it
% ik 2 AN DN 3t & o9 A 2 B F,1,25-(OH), D3 Tk & %4 DN % % & & Nephrin & ik

KEBIR A KR B % B AL = BF ;2 49 ) ; Nephrin

P Nephrin #
TR Y & A Mk, 3E 4% DN 3t &,

hE 5SS R587. 1 SERFRIRA A X EHS:1671-8348(2014)30-4002-03
Effects of 1,25-dihydroxyvitamin D3 on the expression of urinary nephrin in diabetic nephropathy patients
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Abstract ; Objective
with diabetic nephropathy. Methods

To investigate the effects of 1,25-dihydroxyvitamin D3 on the expression of urinary Nephrin in patients
According to albumin excretion rate,40 type-2 diabetic nephropathy patients were divided into
2 groups,10 healthy volunteers served as control. The treatment groups received 1, 25-dihydroxyvitamin D3 0. 25 pg/d for 12
weeks. The levels of blood calcium, phosphorus, serum creatinine, 24-hour urinary protein excretion were detected. Enzyme-linked
immunosorbent assay was used to detect urinary Nephrin in different groups. Results The expressions of urinary Nephrin were sta-

tistically different among NC group, DN1 group and DN2 group. 1,25-dihydroxyvitamin D3 treatment significantly decreased the ex-

pression of urinary Nephrin in DN1 patients, whereas no statistically changes were observed in DN2 group. Conclusion

In diabetic

nephropathy patients,urinary Nephrin is supposed to be effective an marker of disease progression. 1,25-dihydroxyvitamin D3 may

be effective to prevent podocyte injury in early-stage diabetic nephropathy.
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