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Summary:

In 59 children with various glomerular diseases, analysis of urinary pro-

tein was performed using 7.59%, SDS-polyacrylamide gel electrophoresis (SDS-PAGE).
Most of the children with steroid responsive nephrotic syndrome showed urinary protein
of less than 130 103 dalton; on the other hand, high molecular weight protein was ob-

served in children with focal sclerosing glomerulo-nephritis.

In IgA nephropathy or

Henoch-Schénlein purpura nephritis, urinary excretion of high molecular weight protein
was detected in children with severe proliferative lesions, such as crescents and/or sclerosis.
These findings suggest that urinary protein analysis with SDS-PAGE is a reliable and rapid

method for routine use in the clinical investigation of proteinuria.
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Fig. 1. Densitometric patterns of SDS-PAGE of urinary proteins.
(A) Minimal change nephrotic syndrome (Case 1)
(B) Minimal change nephrotic syndrome (Case 2)
(C) Focal sclerosing glomerulo-nephritis (Case 3)
(D) Focal sclerosing glomerulo-nephritis (Case 4)

REEEEMEE, BOLHME, BTEMESFIRRcgL
7z. JeHEG 1 Haematoxylin eosin (H-E), Periodic acid
shiff (PAS), Silver methenamine and Masson trichrome
(SM-MT) Hefaic THEE L. #bbifkike X 5 IgG,
IgA, IgM, C3 K 0¥ Fibrinogen related antigen ojf;
#x FITC gt + IgG, IgA, IgM, C3, Fg KRE
I % i A E BRI XY #gE Le.

2) RO

BAMRETH O 24 R X b 30ce B LBEE T
—70°C W ARFE L. :

3) REATEEROROBME - .

Biuret 12 & b IE LIKBIITIC IR EE B4 150mg/dl
LT B XSG IR L. IR Y =5
v 7Y 2 —20000% 7.



NRARBRBOIREAD

4) 7.5% SDS-PAGE iz X 2 REH T

B & & S FTALEE Uiz R 50p1 & sample buffer
50pl #E%ER4E L 90°C 5 4[] incubation % {7\~7.5
%7 MR L% ) 8mA ¢ SDS-PAGE %77\
Iev =TV YTy T~ G250 TR E S, Bt
LFVY b A MY =T, FrA7 =2 —1F (BPB)
XI5 BB X ) REASTEERD . M, 4
FE~—H—& LT SDS-PAGE Molecular
standards (Bio rad) # i\ 7z,

i R
1) BRMx 7 e — CEERER (35

weight

FEDSBAT A FH (AH) wRIEHEOHBUNEL .
24l (Case 1, 2) miz7 7 3 vIRR—F T 550 F

HE 680001 — 7 D BDEETATIVEPFT VA
7 = V) VIE—FT 55 FE68000, 840001 &' — 7 HEHD
5D DONRD o T, —IF AFNCHEYIM: D HE TR R
M b R ABRATELAE & W L7261 (Case 3, 4) T
FAFEUG—30AFBREORSTEAO LB BB 2
(Fig. 1).

2)  RMHREREE %

TAT I VIR —FT 545 TR 68000 ik bk X
— 7 ¢ TRIGU EOBES Tk 3 >0 band %
#av 7o (Fig. 2). o R

3) IgA BfE, SRELRMEE K

IgA BREI4BI O THREGHIRE 2 v F v A HEJE
CHlfRMEE AR 5 % DA %% Lic Case 6 TILREAE
BTN TIVENTVRT =) VIE—F LIz — 7 %53
Bic. —JERRINCIR & BE OEARE - 2 v F
v A TR 20% OFEHEMEN B R a7F L7EER) (Case 7)
DREHBIITNT I V=T BHTFEDOE — 7 offh
KESFEEOMBE A EEGED . BHHREB L1061

b IgA BE BB LAHIREE LCWie. HEEEM2 -
% DN AthwE+% ISKDC Ma o Case 8 TIIFRE
HBE7 VT S V=T DD FEDOE — 2 BNEMETH
v, ¥H&EHN50%0 ISKDC IVa o Case 9 TILRE

ECHTRI4T—307 OESTFEAD Y — 7 R HEGR
®7: (Fig. 3). :

4)  JEMERERE

[P AE CREEAT Ry Stage I, IL fEFIDREM
BTN I VKT HHTFREOE — 7 Offic sy F&
1475 U L@ FEE OMBE 2 @RSk (Fig. 2).

5) DRI g

Type I » Case 11 Tik7/r 7 3 vIE—ET 50T
Bov— 73R AEVIAES FHRIECER O band %

(25)

A
/|
\
JJ\\ J \ J \« /\\,_..w-»-./\,.
230145 6852 MW
X10*
B
250 18.0 13.0 6.8 MW
X104
C
210 145 68 MW
X 10*

Fig. 2. Densitometric patterns of SDS-PAGE of
urinary proteins.
(A) "~ Acute glomerulo-nephritis (Case 5)
(B) Membranous nephropathy (Case 10)
(C) Membranoproliferative  glomerulo-
nephritis (Case 11)
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Fig. 3. Densitometric patterns of SDS-PAGE of urinary proteins.

(A) IgA nephritis (Case 6)
(B) IgA nephritis (Case 7)

(C) Henoch-Schénlein nephritis (Case 8)
(D) Henoch-Schénlein nephritis (Case 9)
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Fig. 4. Densitometric patterns of SDS-PAGE of
urinary proteins.
(A) Lupus nephritis WHO class V (Case
12)
(B) Lupus nephritis WHO class IV (Case
13)
(C) Hemolytic uremic syndrome (Case
14)
(D) Rapidly progressive glomerulo-ne-
phritis (Case 15)
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