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Changes in number of urinary podocytes of primary membranons nep-hropathy patients”
Shang Yu ,Wu Ge .Yan Qingin
(Division of Internal Medicine Teaching and Research ,College o f Clinical Medicine , Xi'an
Medical University , Xi'an 710021,China)
Abstract: Objective To explore the relationship between urinary podocytes and primary membranons nep-hropathy by compa-
ring the changes in quantity of urinary podocytes of primary membranons nep-hropathy patients and healthy individuals, thus to set
a foundation for further exploring into pathogenesis of primary membranons nep-hropathy. Methods Adopting indirect immnnoflu-
otesent method to dye arena by PCX single clone antibody to make a contrast concerning the number of urinary podocytes of 40 pri-
mary membranons nep-hropathy patients and that of healthy individuals,to find the variations of urinary podocytes number at dif-
ferent pathological stages. Results The number of urinary podocytes for the test group was obviously above that of control group.
The number of urinary podocytes for membranons nep-hropathy patients at the second and third phase was apparently decreased

compared with that at the first phase. Conclusion The number of urinary podocytes in primary membranons nep-hropathy patients

is above than that of healthy individuals. At the early stage the number of urinary podocytes decreases with the aggravating of path-

ological change.

Key words: nephrosis; podocytes;renal tissue biopsy

¥ & Pk B PE B 9% (idiopathic membranous nephropathy,
TMIND S BN J5E & 1 B/ 3o s 19 6 D s B A 22—, (i LA
Ji B 95 45 A 4iF (nephrology snydrome, NS) [ 20 % ~40% , 3
BWIT—HWZEAN . LU /NERIER - & 41 (podocytes) T
g 2 A Y (immunity compound, IC) ¥R & M JT F2 . & i
(glomerular basement membrane, GBM) 3 J& £ £T 58 TE 1%, N 9
PURAE . AR BE A 1981 4F DLk B 28 4112 Wt B8 1% 1 9 (mem-
branous nephropathy, MN) (1) 182 il , /5 J& A& 14 "B /N BR 52 955 (3
856 By 4. 71% , HRAS RN  SHRIF A BUR . 2 1/3 %
T s S NG = ) I N N W2 o N 7 N - E e
KEZBM AN MN & —FEF 5t 2 40 i (podocyte) 20 Hl IR 4T
JERLAY - i B LR A S0 B NER G . R LAERF S R B,
TEVE 22 J5UR Ak A B /)N BR 958 5 6 4% PR T T DL 3] A2 400 i o
AT EL R 2 A8 2 5 T B /N R IR AR T BRI /N ER
T ART T, 2R DN 2 Al S S0 A0 A 3005 6 5 B 4 N JE 4t
NN AN 55 1171 I 0 e S B SR N = 1 B U NN
TEVRYLSE . BB 51 R A — R BB S FR O R A i
9 o T 0 T2 B A 4 SRy kT B BN R A AL (FSGS) \MIN

* BETE BPA TAT AT R S S BT BT H (2010E09) .

BN A5 B (MICD) | JIEE 38 A 1 B /N Bk B (MPGND 2600
SR AR W GBM 3% 19 2K 1 4r k4 il . £ GBM
AR 2 A R S L R R LA I AN A R S8 AR
PR AR G5 # A 2L AL R — )2 4~6 nm JE 1 AR
FR 0 Z4FL I (slitmembrane, SDY) - I 41 iy 1) 45 5k 45 44 Je 5
THFRBR M DIRE AT LSS R (D IR 4 F BR R 5 (2) 3R
U o P AT B 5 (DR ANER N R T 5 () FERF ' /NER B
A 15 1Y A5 R Z5 48 5 (5) & L 4EFE GBM 5288 1 i 435 (6) &
BLAT WA I P B A R TR A B /N ER YR 4 1 g o7
PR, B N R b R AN O R R AN 2
T YRR B /NER IE B LA S5 DI A8 4> (R TR 4 i
O BIF 58 A I S 5258 J 36 1 JR) B M T 45 iR . 8 20 2 4 i 3%
BILF 4 B AR & & B PCX (Podoealyxin) . WT1, podocin,
synaptopodin, H i1 80 4E &k ML PCX J2& 2 41 il 3 247 2 1
FEUY, MR AN A R 418 A AR 431k K B S podocalyxin
e S ik T A0 B T vt 1) FR T . BL I R FH B B BT AR T LAAS:
TS, i LR8I 223k b U AR A 22 28 0 2 40 i L7 6
3k PCX, MU # I HT PCX s BB AR S5 R0l . b T



1916

X RN 32 R GATE B /NER I R AN R T R 235 b i) SR GE
B A PR P R R BRI e R A B 0 B 9 X RN
B /INER B TP A0 R B A R St
1 #RE5FE
11 —E%OR 2004 4E 1 A 3 2008 4F 12 A 76 94 % 58l K2
B 2 56 55 — Bt B 5 e ' A N B 5 11 2B 40 19 Ry S0 4 L AR
Wy 15~71 % 1 (41.3+13.8) % . Hh W 25 ], S B4R I
(42.3416.5)% . 2 15 fil SFHJAER (39, 7£8. 00 & . X IR4L
g [a]— B AT 30 44 fd HEAARKG 3 AR IS 18~74 &, 3 (40. 9 &
16.2)% , o5 18 ffi], - 4E I (43. 51 16.5) % . 4 12 £,
AR (37,5215, % . FIDUME R F R vk H AT AL Y M
IR (F 1) 2558 3 H R 0. 045(P>>0. 05) , i Ih g ¥ 4 1 51
AL B 22 B TEGE T 2 38 o M T AL 52 6 G Hi /N F 30 4 .30
~50 HFMKF 50 & = A4S B Rl 43, G2 145 A I B 8L
FAAT X BN BRI ¢ A 55705 FU RS T AL A AR I A B (3R 2) . &5
BWRRHEA 0.095(P>0.05) , HUIA Fg 75 41 58 % % 4F i
HIAe B R TG 2 L.
1.2 HAFHRRARE 2B FRARAL b4 H HE 314,
PAS J 6, Masson Y {6 1 6 52 9 S Y 6 )7 i1 12 9 MN, H.
HEBR LR 4k IMN.: (1) 25 45 4 200 518 19 MIN, IR 4
B 6 L2 XUIE T R A & MING (2) 2 BT 48 0 75 4 06 1 B 4%
(3) TR TR VT 248 9 2 AR S Mk B 48 5 (4 i B 8 i 1k B 48 5 (5D 7 2k
YT MIN. 4 fili s 30 AR 8 L M 8 % IE R 5 1 (1 MIN;;
(6) 2 T80 MIN G4 500 3R L 3 e I B 28 0 R 24 455
(DTgA B P I IR AR 8 . 38 40 1) J A& M IR 5 o R
T 5 5 32 [] — Ik S B4 30 051 gt BRE A G 2 1 O Xk R

*1 LI AT 3T HR A B H B LB (n)

2151 % % b P
SIS 25 15 0.045 0. 832
X AL 18 12

®2 RWAMXRABEFREB LR (n)

219 <30 % 30~50 % >50 % Y P
S 7 24 9 0.095 0.953
X 4 6 17 7

L3 WEER SOEREABE B F R B (8O
HIAT 2 D24 hoB i Zlia 8, 2 12 h % Bt i, BEUR IR 100
mL R PR A . 30 A1) {2 BE A LA TR RE Ty 12 B BUPR AR .

L4 JREAMARI 0 SCHk. 25 A AL s R SRR 25
LA B AR 25 TSI 0 245 SR A L o e ) DR 200 ML G 3 e A I 7 7
L4.1 R BAEE T AR VBRI H ey
B ZEHT 2 ) B EBUETE T BUR IR 100 mLL B0 ALEL 1 800 r/min
9 B B0 5 min S bR R AR B IR DT R 40 I 4
L. 50 pL B [ 3h ik A 80 HL(SHANDON, cat NO 7400 H1, ) 1
200 r/min MYFE B ESO 2 min, BN B R R T T®L A AN
MI7E 4 ‘CFEZE 10 min, HAK T H.

L4.2 HEdotde o ERFF QR AR BRI A LL 0. 01
mol/L B R EL 2% vh iR (PBS) £ Uk 2 U048 5 B 100 (Bt 43 %0
i HiE X-100, 33 5 mins % T 19 5 #4380 4 M35 7 &

EREF 201157 A% 4045 % 198

H ALB(BSA) & 4] 30 min, & J5 ¥ il — 3+t . /N BB A Podoca-
lyxin 53 58 BEHT A (AL 50K 2 B R 7O MBI 1+ 20 Wi ke . 4
CL8 h LA b =40, FITC 2256 H5 10 1 FF 41 /D R 1gG, 7
Fo 1+ 75 F ke, 37 "CIEE 30 min, ML BE QA% Hl & A,
T T WG I B R A B T 2 A T S

1.4.3 WETE W2 A SCEHE TE YO0 BAE T LR
B2 B AR AR B 00 B SR 4 B RS BE T A PCX ARid 2
M. RiGEHEERFLL AT AL A FRFE S AR E
AL 10 A A L ET o 3 57 S0 4K 2 4 M

1.5 FRLE M LR A B DR LA A A R ELE B R
AT G K B 2R A A A VI AR Tk SR R A S R 5 |
T Tru-Cut ZEfI ST 2RI KAS . BT HUE 4 8053 AT 6 B &
SRR IRAG A . B IRANTR « (1) 4 U 20 % [ 10 06 v itk R i
B3 4 hy () KB 5 (DA A (44 pm Y) R 5 KB Hi R
R R B R BB GRS HMIR A9 5 (5O A 60 'C 2 h #%
F 5 (6)43 3147 HE . PAS.PASM ,Masson 3t {f W £ B 25 1k -
HEAT BE M B 0 43 S8 T

2 & ®

2.1 SEISAURUN BRAL R AN e R B SE AR AR ¢ R IRk
L 35 ST 250 2 F0 %k BE 2 R) PR 2 A M (3R 3D . SR EIR t=15.7
(P<<0.0D), 22 5% 38 Ge it 5 28 30, B SE 3 41 28 3 DR A2 400 g 4K

CIRTY = Ui I

%3 XWAEWRABEREMMILE (TL5)
2153 SR (A~/10 HP) t P
B 8.243.3
X 2R 040 15.7 0.001

2.2 RIEwEEIU LR BT 5 28 23 B LU A [l B2 3 301 401
R IR AN B 22 S o UK R 45 R AT LU RS () B A3
JOP A TR AR DR R M R L B AT ST (P <
0.01), gk — 2 il Bonferroni {& #4754 [ PP LL A AT LA i 1
LN I 493 L 1 S0 I 400 AR I DR AL A0 B T R b B 22 e A ST
AT ST LS9 I 500 R DR A BT R L B e R

BX(ELL,
x4 FR 72 4 Bt 46 i8] 7 7 bk 82 (P {8 ) Bonferroni %
Wit | 1 1131}
T4 — 0.018 0.016
I 3 0.018 — 1. 000
1 #1 0.016 1. 000 —
— RN UL,
3 4 it

3.1 IMN 520 Bk B9 5 0 BIL ] i AR BT 50 2L
{HIAE 1959 4F Heymann it I il5& T MN ) 3h Py &L 51, B
Heymann B 2871, o B 038 R I IR R 3L 5€ 42 5 A 26 MIN
FRL. J5 H Debiec 451 85— YRIE S T A28 MN 4t 52 i1 £7 15 .
b Az BRAA PN B 2 o P S B P B (NEP  — b R 20 A8 2R D Y
BESRAE A 1L 56 LI 22 77 2E §F X NEP 5t 44 . X 26 5 {4 %
B IGEEIEARG LA N . 5 LR AN B NEP 454 8 BUS L
GPEE AW T BOHE L MNUY BRSO /5 (U MN Y



FTREF 20117 A% 40 55 19 4

R —& 53 AR A K B ANTAE . — EAFTEE 200 A A
AF)T%HEI‘JE:?EH@%L)E%ET MN 1 % 4=
LT T 5 o R A LA A BIF A - N — B 0 2
240 200 L B SR 2y st 1 B PR R N ER B . A R
Pk 5 R AR 0 Z A M E A RAP 455 )5 . B L j T
JEAL G A W s BONMEME ST R LI R e 5 W TR T 1
X GRS AN AR BB Bt A ) C5b-9. TR E AR
290 Y B TR 20 M T ) 2L R A N L B A0 0 s S A 2
L o {35 e 4 A 0 09 7 A 00 R 3 I8 o O A A B B e A
GBM, {5 i JIRE 52 453 s 080 A2 200 L 7 26 B8 7 i GBM 1) 2 F
fith s 5 7 e 45 GBM 5 /) BR b Bz 40 I A9 266 BT 20 7 21 RE 9 2
A8, EERIN LA M S A LUULE A B O B A i A R AR A
%ﬂﬂ%ﬂ@*%@iﬁﬁ%#ﬂﬁﬁﬁ? W AT L 24 D 2R AL
RV 20 S L R 0 ) R S 0 e B e R e L
ﬁlﬁélﬂifﬁtt;iﬁll\ B IR R 8 4 L B /D BR GBM Y
WEIRE . BTLABE IMN B R4S RIS UIRC . 2 2 40 i 2 47
B )AL RE TR AR A e 2 D /DN SRR TR TR b e B
MR e 2 5 B /INER P9 20 0 R B A Y
IE W S BREIR | B /N BRI IR AR B 5 6L 2 R 34 D Bk RS
R BB R AL
llmf“iﬁ%U"R(ﬁ#}ﬁﬁﬁﬂ‘éf’ﬁﬁf)%ﬁﬁﬁ'ﬁﬂﬁ I B

Sibr. HTEEKERE—TAUKEE . E—CERE L2 ETF &
15 B BB A B 25 A BRI T BN BEFH Fia B LR . IR [ il

G DR 69 WL bR . Yu S50 DA PR A0 ST A /D B
405 o bR TR e A A R R T A R R DR 1Y —
JoRIAR A L 7 Bk B I PR T A B AT OG HE. A U 40 4
IMN & BEAT R 20 B AG I 2 BT AT S8 DR PP A 2 40 i
T 30 9] B IR R R B 4

3.2 REAMES N IMN [ BRSO 7E B/ Bk
JEE RSN AT b 88 52 6 W B TR 3 SR IR TR I L BT 5 T
AMEX ZIEH . SV B /NVE R 2R AR IR 400 I T R AR N A
O A A . U e (L TgG M C3 O E L JF Bk
18 3% 57 — BhORY BURLCIR W 2 I B 0 AR, A7 I AT L AT C4ACLq
Uik .

A S TMIN & B 25 R g LT 45 I PR E IR B . - 5
BRI LR ERSE 20 LA . ASCERExR 1§
IMN % PR A 82 F 11 A0 1389 IMIN J8 2, 23 i st I

T RE S 2 9 190 300 B i A % 3 e O R R A A 7 R T A
MR E R AR L o AR 2R AL AN L o 2R
AT RE AT B s — BT A3 A RE TR A L B A 0 1 A 2E R L R 46
A AN T 7% VB A e A A T R i R D B R A e

BN T A IVIN G e R T 504 e PR A 5 2 B
IMN 8 DR A0 M RCRIE W AT i 32 0 IMIN B35 1 1 A7 1
2 A4S (ELFG R 2 M A 3 9 BIL SR S T L A AR E— 25
FEo RN RE e R T I A AR R g — R I T 3 L A X T
R A A — 6 5 T I AT TR B VR 25 ] LRI R L L iy T —
ol T B AG A L B AT AR B0 R W R A I T 3
T A3 T A Y A T e SR o 2 T T IMIN % A J %

P B /N BRI )12 TR L M 0 2L e TR ) BT ) BF

1917

SE

[1] Nachman PH, Jennette JC, Falk R]. Primary glomerular
disease//Brenner BM,ed. The Kidney[ M ]. 8th ed. Phila-
delphia:Saunders,2008:987-1066.

(2] FHE. EAEBHYLT ORI hE P ESE S
i % ,2008,9(11) : 1018-1021.

(3] EFfr. BREE B i 4 L LT 0. B I 5 388 A 3% A A
M .2006,15(2) :161-166.

[4] Petermann A,Floege J. Podocyte damage resulting in podocy-
turia:a potential diagnostic marker to assess glomerular dis-
ease activity[ J]. Nephron Clin Pract,2007,106(2) :c61-66.

[5] Spadlo A,Wyka K,Kowalewska-Pietrzak M, et al. Evalu-
ation of the podocytes in urine in the nephrotic syndrome
in childhood [ J]. Pol Merkur Lekarski, 2007, 130 (22).
254-257.

(6] SBmmE:. A 40 M br 35 8 1 S R 4 Mg LT . b (= b i B
454 B R 2 7 2008, 9(2) 1 172-176.

[7] Pavenst H,Kriz W, Kretzler M. Cell biology of the glo-
merularpodocyte[ J |. Physiol Rev,2003,83:253-307.

[8] Marshall CB, Shankland SJ. Cellcycle and glomerular dis-
ease: aminireview [ ] |. Nephron Exp Nephrol, 2006, 102
39-48.

[9] Shankland SJ. Thepodocyte's response to injury: Role in
proteinuria and glomerulosclerosis[J]. Kidney Int, 2006,
69(12).2131-2147.

L1070 X, 2 40 1 2 T b 2 B BR P 2 400 e A A D0 LT . = 4b B2
W IR R G4, 2003,23(4) :452-456.

C11] 245 . Ko PR A2 40 B 76 15 3 M B /0 3R o i 28 3
LI AERCR A2 4 BR A, 2005, 37(5) 1 609-612.

[12] Debiec H, GuigonisV, Ronco PM, et al. Antenatal mem-
branous glomerulonephritis due to anti-neutral endopep
tidase antibodies [ J]. N Engl J Med, 2002, 346 2053-
2060.

[13] Kalnina Z,Silina K, Meistere I,et al. Evaluation of T7 and
lambdaphage display systems for survey of auto antibody
profiles in cancerpatients[ J]. J Immunol Methods, 2008,
334(1-2) :37-50.

(147 REE. 2 20 B AH oG 2 A F 5% 3k
(20):2112-2115.

L15] HETRJE. 2 4i M 451 13 19 s B 0 2% s L 1 LT . 8 s 5 38
Br '8 B2 5 ,2009,18(1) :63-69.

[16] Yu D, Petermann A, Kunter U, et al. Urinary podocyte

L)), K EE %, 2007, 36

loss is a more specific marker of ongoing glomerular dam-
age than proteinurial J]. ] Am Soc Nephrol,2005,16(6) :
1733-1741.

(i fs B #1:2010-11-30 &[] H #9.2011-01-18)



