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BAR AR ALE (Focal and segmental glomerulosclerosis: FSGS) 124, 1 ktke 2 ktE2dH b, 2
F Ao MEH H + (E® KD FSGS 1043, ARMBHHRECHABBED L) A7 0 RORIEEIBEED LN, AR
WA L DR ERBEORN I ARE L ANERET S, LoL, ShEOEBAEEL VI hdbE
. RASMEMES. AREMEIES LTRSS 5470 FSGS A0, TOMEIIOVTIRREE
FNEEFS E% 1125 % CRWThD, 22T, RABMEHEEL | KOFE LTS FSCS OF1n REME ERH T2 L1,
ZORROEMEL I,
A8 5.0 H i PR 25 4 3 H 2 H Sy

15 FID FSGS EMDORBLRIE TR 2 —= ¥ % comparative genomic hybridization (CGH) &% H\w
TEML, a-actinin 4 DREZ 1 FIT, 6p REILLD E2F3 OREE | FITRDA RYO 3BT,
#1&&5‘@%14: $1iﬁﬁu% 5 %¥ 2 IE%{% a-actinin 4 *ﬁkﬁt&lﬂ—ﬂﬂﬂx‘) v MEA KR TS nephrin (19q13.1), CD2-associated protein (CD2AP)
(6p12) RIEFIRRERBOOLA Lok Ll 2 FlcBWT, ECT2 ® downregulation 2SR bz,
IO 2 EROBEREMENRBIIOVTRIL, ECT2 & FSGS LOMMITOWTKRE LY, ECT2 RIEZF

¥ XESB Nonfunction of the ECT2 gene may cause REDHEZIX PCR B TEML. RABLERICHTS ECT2 RAREIL. i ECT2 kLA L8R
. . . BRI Lol
renal tubulointerstitial injury leading to focal )
segmental glomerulosclerosis 280, wIThd 3RS, BMEMEL NI RF UL FIERBATVO-YEREL . WEOFERIL,

HERBIIRAELE (MCNS) Thodt, REFOLRILERET LEMROBELRD. BREOEL
%7z, Cyclosporin MEEBBLZEC A, FREEER I BEL o0, RREFEOHBNORRIZS S
@ non function &, 2 KBRS RERAREIL FSGS Tit. AREENAES, RABMRRENTN RS 52 EHMENTVE, 0 2 BT,
’.‘E_O)JEE r n2 ) %ﬁ@fﬁfﬁf&ﬁ‘i‘mﬁ'fﬁ)ctﬂ“ ;ﬁﬁﬁﬁlifi’]fﬁﬂ‘kﬂi!ﬁLTEXLTBb . {‘@fﬁﬁ'&ﬂ_"ﬁﬂﬂﬁﬁﬁ@iﬁ
FTLEBICBADHRBL, T/RRBREORALLESIC FSGS MEHNNBL A, CGH HIZT chromosome
30.26.1-3q.26.2 BBNIE—HOBMA M BH LN, PCR IZT ECT2 DR KRB, T2, REELEICEBT
5 ECT2 BHORELED . HALLIZHRERTIRT LA,

[#%]

ECT2 @ null-function genotype Tid. BAEMINREEORECHIBEFLEL ECT2 FFOKRE
IV RAEHFHR SN, HES, BREELCEERL LTRAYMRBENETL, BFROHHRC
REEELL, RREBMOBRD. BRIFAREOBRBBICLD FSGS HEHFWUBRALZ:bDnLBbh b, Tight
junction 121, BEOFFAMELTV A28, ECT2 FFOBBMKRANH-ThH. RAFOMELMEE,
HAEROH 2B E TRRFINDA, RECRAEREIPESND LA, ARGBELIERL.
FREMOBPL EOIKYBER LI B S- e S RBIND,
wWXEEZR (£ % B #® r # Gl (w8

COBMEICL). RATMEEEL | ANKRELL. 2 RMIC FSGS ORERETHH -2 WARETF
N . 2RELR . ECT2 @ null-functioning genotype 1. RMME LD tight junction BEEICREZFIELIL,
(QUEEE) BB Gl % Fi - RAFMARELELE LA LICEVFAMEBHRORERRIL, 2 kit FSCS WEHXRICME5T2,
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BARRIRETE{LSE (Focal and segmental glomerulosclerosis: FSGS) 13, £ SRz & ICL 58 M
BREEELL, LELEFR 70— CERRZ22L. ARENORGED. BOELEHTD. B
EWERBTRIET 240 HINECHEOBHITFRL . KABWTL2ITRITEEDS D TR
BRUIBKRBO1DTHS, FSGS IZi3. 1 RIEE 2 RENHD. 1 AEOHDITI, RRAE LK
MIRORBMEDOKAZIED slit membrane 2R T2EHAEZ - RT2REFRORE RS
ENTHY. ARG LEFAROBENEERIN TS, LML, INSHBORETFICRH LS
BHRVNBOBB, =K, 2 KD FSGS 13, BROMPIT K DRIRK L EMRMEESIEE T
THO, ARUEBHUREROL I, F70CVKOBPEESIHEIIRD SN, BFRBIZLIR
ERBBOREIRRE ERARMEEEFTD. £, PRETELICHEL. BRAEMAEE
NS 2 REICARBREELEZRTHOLH S, LML, TNSOFBLERBOFEENZVILD
o5, REEMEFEN. AREREICEITLTET TS5 17D FSGS 11H 0. TOHRF

KOWTIRREETRATH S, I T RAEMELMEE 1 XWFHEET S FSGS OFR
RERFERNTIIEE. ZOHROEMELE,

(X% & Hik]

LB THHFFO 15 FlD FSGS EFHOREFRBADAY ) —= % comparative genomic
hybridization (CGH) £ %AW TEML /=, Chromosome 19q.13 IZL&T % @ -actinin 4 DXR%K
% 1 T, 6p XEiZLD E2F3 gene DEKIZETE FSGS 2REL-HD%E 1 fHITRDX
M. BOD 13 TR, a-actinin 4, RIRE LZMRR Y v FRZEEMKT % nephrin (19q13.1).
CD2-associated protein (CD2AP) (6p12) METFIZRERRIBH Shih >k, LML 2 FlIZS
WT, ECT2 @ downregulation 2851/, 20 2 EFIDORKABREOFEIIOVTRIML,
ECT2 & FSGS EDBIEIZDWTHRNLZ., ECT2 MEFREDHKILIL PCR EIZTEML . R
HME LRIZBWD ECT2 EAREIL. #i ECT2 HikEAWHARERAEKICE >,

(&R]

GEFD 8 RBIE GEHM 1 & 24 BB (GEF 2). WFNb 3 ZEFIC. FHRERFEEDZ
FOA FEAEX 70— EERELL. PEOHERI. RRERIBIECRTH- 0t REE
OHEWLERE L RAOE LEMRORE 22D, —BOREE TR, BREOELERDL.




Cyclosporin A SEZMMBL L E A, FREZLHWMR 1 MEir ol RIRERLOHRAIORE g L T &}

iz$#% FSGS & minimal change nephrotic syndrome (MCNS) DO#E#FHMRAE L T, FSGS Eé % m -

THRAREEN MCNS LH#L TAE<, BE MCNS THEDH DI OBV RGEMEME

PREIEE O R DT XS N T VAN, C0 2 AT, WREOBLEMNS R D ORR C RV - w  * (BE%)

ERERTH oM, RRAEIIFER LB THAL TS, TOROBERARTIE, R

MEMBREOLTEEBICRREBANERL, TRRERORDE2EHS L &bz FSGS 24 RE E % 1126 &

BEOHBENEREINS~. CGH #%I2T chromosome 3q.26.1-3q.26.2 8D 2 ¥ —HDEHAL B

@D SN, PC SR, BRI ) Bl s -

MEDH SN, PCR DR, FEAICHET S ECT? OR%ERME LRIZBIT2 ECT2 BAO 2eqr 5 0 B A Tk 25 & 3 H 208

RIBEBDHE. Tk EbITBREEFAEFL TV,

€Y ARG OB AT HAE S 448 2THEY

INSOERTHR. ECT2 @ null-function genotype ZRLTWAZ &5, BEMED, R

BOREDRIERICUNER ECT2 OREICLD, RERRMEIHLIN, HEHS, BfEk FURXEHR ARS%KBRBEICN T 2HBR D FHE
EERWE L TREEMERSISETL. TORE, BAMEBRICREZEEL, RREKOK B REReSEY S RAMBIROR 4

D, BERREOBEBAICELS FSGS REMUML 2O L EbN S, Tight junction 1T,
ECT2 28BS KOHTFHMHEEL TS, ECT2 DBMXBNSH > TH. RABEOMECHR
B, HAERODIMRUE TREFININ RECRAEHESHEBEINDICLEMNN, 2 KW
RIRBBEIEASERL . RREROBD L EHITKABRRIITE S L ENHRIND, T/, ECT2
RELNWS REWFEEN IZOWRERFEOLD, BELHIZATOA FRICHLAEETH &
RN/, COMRICED. ROEMEMELZ 1 KOKRESL. 2 KIIZFSGS ORIEICHS
THHRERRTEREL A7,

(k3]

ECT2 ® null-functioning genotype I3. RHIE L& O tight junction WHEIZRB Z3IERIL.
REEMBEBARLELZECELODD LRI BNMBRBEOREEZRIL. 2 KIEDORIRK FSGS
BERRICRET S,

wWXEEER F & B K 3 =1 3 Z

(RIEH) B & b ] ik (4

(BIEZD) xR = L} i3 -
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