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55 . Bp] BMo—& %l 5 B (chronic kidney disease: CKD) 13 REIB A4 6%
FHRIEICE Y | BICLMAEREBREECHERATF TH ® 5 - OETHRIIRALETH D, KA
MR (R R A b)) EETEEEARSCBMERE L2 o THEBEZR R A b 3F— LD
e N T R 7 o —PIEGERE (MCNS) CHPCREREHM(LE (FSGS) 2 Li@mEhnd. MCNS
FER R4 FRERICKET 5% 7 U VT OMBRENREEIC L 53 7 n—BEREETH 52 RK
ROREERIREE 7 < BHREREEITAE TRV, L LEFM FSGS TIIR R¥A ~OBEEN L5
B RERATLRE 24 U, B L CEiE(bIcE 0 REREHEBRERE 2 £ 727, Z ORERIFE
(LIRZS I, D RERIEERIZIBN T CKD ETRRICBW RO ONLHETH D, > TH
R A FEEZMET 5 2 L1 CKD OEBEICBWTEETH D, FSGS ARERRHREDORIE T
WA T 57200t b FSGS HRlOET VEMIERITREE Ch - 7o, Fx ey Ax7
U L HikIC X B FSGS 5 v~ 2 %1k L7-(Nephron. 2018:138;71-87)72%, t k FSGS [Alfk
ICHELIRE 2 R B SRR IR TR BRI B B L 2380 72, R KA 3T — L [RERIC B I E R
AT MRS = AL L AHBE 3 5 23, RVERRAME( L & SRERIRE PRRRME(L S FIBE 2 L v D W 23 AL
51 % (Arch Pathol Lab Med. 2011:135;117-22), ABFZETiZt bR K9 b 3F—IZ81T HREK
(R AR L DS B RE R BB I 5 2 DB RET T 2.
D] stgd 4 BB igE T 2009 £ 5 2014 £ F CTICBE AR E EfT 17288 T, MCNS 55
B, FSGS 28 Fliz 2Tk A & TR 21T 2 72,
1) BERESCIRER., MERE, RBREGBRICOVWTBAERIEL Y 2EE 24 VAE T, £K
BapRiR A BE LT,
2) BT DARERREELARZE, i) R BRI E PR L. LD ERAE(LORIE Z2RIE LT,
3) ak— MRICBITIA T4 <Y —x v FRA v MIBEMMRNOBITEAS LUIET L L
77
b5 R
) E AR, BT MCNS #£:4.47 (0.86-7.56) . FSGS #£: 3.06 (0.95-6.09) (g/g Cr)(P=0.41)
THBEZEIIZRD RT3, 24 5 A1%121E MCNS B 0.07(0.02-0.13), FSGS #£: 0.20 (0.09-1.89)
(g/g Cr) (P<0.01) & FSGS HTHRICHETH -,
i) MmiE Cr ik, BA#KEET MCNS #: 0.89(0.64-1.11), FSGS #£:1.41(0.83-2.05)(mg/dL)
(P<0.01), 24 7 A %1213 MCNS ££: 0.76(0.68-1.00), FSGS #£:1.11(0.74-1.82) (g/g Cr) (P=0.03)
L FSGS B CEETHY . fE Cr Z1bfE (A fiE Cr) 1T MCNS £f: -0.04(-0.15-0.09). FSGS
#£:0.17(-0.02,0.40)mg/dl & FSGS BN AEIZAEME (P=0.02 vs. MCNS £f) TH o7z,
iii) SRERMAEELFEZSIL. MCONS BE: 1.22 (0-0.85), FSGS #:21.74 (7.50-54.1) (%) (P<0.01)
TFSGS HECTHRICEETH -7,
iv) EBRVESHELRZSIZ. MCNS £ 9.72 (4.1-34.03) . FSGS #£: 19.58 (9.86-37.45) (%) (P=0.10)
THoT,
v) RERSE P (LR Z OEI 41, MCNS B£:8.16 (2.15-16.36) . FSGS #%:17.41 (5.86-24.2)

111



(%) (P=0.01) & FSGSHCHEICHE TH -7z,

vi) FSGS BEZ 381 2 SR BRI BARAE L IR BRIARE LIRS & IEOFARI 2 (FRBS(R % 0.5288) . =72

3% Cr 25/t & (A fLy% Cr18-0 7 H+-12-0 7 A) L iT A O %R Lz, (FHERE £ T1-0.587,
-0.577)

vil) SRERGRE BRRRAEL & BERZ OMBIBRITED b 7o (FHEEFR%-0.22),

viid) FSGS BEDAERAE M B CREMAABRBMEEIS >17.6%) ITRER CREREE

B EIS <17.5%) & HER L TESWBTENEVDR 24 5 AICBiT 50 Cr £1LfE - &H
REAEITIRETH > T2,

[B£]

i) MCNS ££ & FSGS B EfEE B o ol TIXBAERIFTME Alb - JREA &2 MCNS ##
DR R 7 v —PREFEREOTRREE AR, 24 1 H OBEEHICE W TIZ FSGS BEDIZ 5 23 EHKRE
DNELSEARSZVZ LD FSGS BEOJ MEERKIGE - B FHRAENEE 2 bIURTT DR
BHEiERL TV,

ii) FSGS BEICRIT % RERIARE BARRAE(LITRAC 0 B MR LIR ZE & TR\ IEDFRBEBEMR 27 L7223 [H
EIRE & OFBERIIRD bnRho o, REREE(LRERRICEE T 25 & Fhbh T 28 E
RS EHELICE 535 LW S 85N H Y (Nephrol Dial Transplant, 2003. 18(9) , Nephrol
Dial Transplant, 1999. 14(12)). ZORERIEINETRT 2D DELEZ LN D,

iii) FSGS BED KB PR (LR CREREBBRMRMELEIG > 17.6%) ITRIIBETEIED
24 HAICBITAEAR - BHEELICHBRETESR OV E W IR L R o7, A KRERIERERE
AT B WCZH B & RENEBEM ER AR o SMA Z %81 L, E D b O e a0
BACHATL TN W IHERH S, (Nephron, 2002. 92(1)) > F v B2 ERZARARIC K 2 #HE
HIFRIERBNCE Z > TRV . AR TORRBEBERELIZIZNEZ R TWDIAEERSH D, —
J7 LA B I T 2 LIRESIRRBIILLK 22 bDEEIOND,

Gaml R R4 R F—nf T FSGS TIEBAERRED SERKE FAMHE L OFT RITE TR OFEE
LR DATREMEN D B,

v
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1. H%
BRERE T & L < IIBIROBEE 2 /R85 2 it AoM8EIic B 2HLLE) ek sd 0L
EEINBEMEE A (chronickidney disease:CKD) @ #BEHUIIEM L T Y Fik 18 FK
T CICH) 33 TADBENTEREEZRZ T 275 FEROEBRICGEELZMTL TS, £k, &
MEEHOHEAIC X 2 BREMEIIFELcH Y. CKD ERMHEILIC T 25EIHFEH 2 ED
TWwb,
Bl iE R BRAA - PRI - I - BE 2 ORERCE 1L, AR EMIMEREEE . 2h 2R3
AV vETLMErL Y REKEEEEZHOR Y v v ERZIERT 2R Y~ v FE
(parietal epithelial cells : PECs) 23F7ES %, {REFREIXPIAHINE - BIERE - K N9 A4 P25
Y, FFEIHA MIREEEA L, BRERLOBEEZRY v MEXSE V., EiEEEEZH-
T b,
RNV A P BEEINSE L CTEARCEREREZ 22 TREORIZ R F¥ A Fo5F
— LR, KEI A b F—DFRAE LCTERFI A4 MERS T (R Y v MEBEEBE T
N4 FEK) OBBGHWEERRLEAMONTWS, R EFV [ b XF—oREFMRDDOL L
THRUNERALTL A 7 o — SRR & BARORBRIRBE(LIED B 5. BTE IZERIRAYICEE R E R IR
2T 505, MBI EEMET RII A ETHEME CREEDHENRONE D
DR E I N5, HBEIBEMEBC B T—HoREKE CGEBR) o—H5a (Gt oo
NAERER D > CEBEIND D, FARRICEHLEES 70 —CERBORER L Y 225
BAEIICKRIBARICDEDY 5 2RIFEEAEL TS, 2
FSGS TH b1 2 A BRAFELIRAZ 13, EHIRZM 5 CKD OEMERICE T b HEOSRE
THb, M ZOBRICBNTL, FFI A4 P OEEORKR, BHRVPEL. T O ICEEHF
BT B TEIEYA MEBBPT 2 L. RS EL 2, Lo TR VY A4 MEEZ
B <2 &3 CKD DIRBICE W TEETH 5, % 7 RERFRRICE W THRIRPIRE DR
L HICRMEMERZED MEICR )., IRMEREREE & BRI T ICARERHERERH 5
EWVIORENH B, TP E b, CKD EMBRICE VT, RMlEMERMELOREL BT &
BT A L bEREINT WS, 210
—H T, WADBBILL 724 7 ) v HURESEERARREEEE 7 v~ 7 2 ORI B
T. t I FSGS RRICAREKMKBE ML L v 7 n 7 7 —VRIEO R 2RO Tz, U
L2 LA NI A MEE L REKEFBERMECICOWTOHRE I DR b 1214 v PR
BiEz R 2 HE T %,

2. B

AR T YR CTBEEREZZ T 2 RRMMERBREOREE L UOBESRE R A M X I L.
AR L R P 4 PEEOBHEICOWTHRE L7, cnIC X v, BAEREICS,
TOBEFHROTFHIZAEEL T2 2 & T, BUBREEREMHIEcORT2Z2HNE T2,



3. ik

3.1 NRELMETE

W BRI RC T 2009 £ 5 2014 £ TOMICBEEMEZEITINZEZED S b, BIK

LB A 7 v —LIEER: (MCNS) & 280 & 7z 55 il BRRERERELEE (FSGS) &2l

N7z 28 FliTxt L% 5 1 X ST 21T - 720 AWFZEIE. JLERFRIEEIL - EANREER

B4 (B19-002) @ k. CcEMEN, 7TV FARICX YV EERZGE R,

3.2 FHEH

1 EAIER : BAERBITROER., Hl. BR. fE, i~/ v eV E IET7 v 7 3
Vi, &7 L7 F= v, REAE (g/gCr) . MIMEDHR, B (BI), RAS RIHE

RIERED 7 — 2 ZBE L 72,

2 BAEMD»S 6H-124H 18 2H - 24 A 0INE Cr i, REHE. IiE Cr 21l
(A I Cr24-0 7 A, Cr18-0 # A, Cr12-0 # A, Cr6-0 7 A). IREHZ(LME (AREHR

24-0 H A, 12-0 7 A g/gCr) OF— 2 %BfF L7z, 7z, RAEHHNOETEAD L <IX

HCOFEDO T — X2 2HE L 72,

3 e FEAERICE T 3 BB

BHARETAT & L <. BORERAEEL SEEELREES (%), 2EEEUVREEIS (%), &

EERE LR E S A+ 0 B LR A E S (%), AREREFEFERAECE S (%), FEBRMELE

& (%) ZBIE L7z, RERERE R IZ2E T 3 BLL Lotz sb0e L

2o HARREER D BUS 2 CETEMSE BXS1 (F ) vosx, B, HR) ZHWTiTo 72,

RSB A HE(L T RS 13 Image J(https://imagej.nih.gov/ij/) % > C[EE IC 3 1J % Masson trichrome

et CHEO Y X N7 [ Z M L 7,

4 BPGRERAFEEIC ST 3 1) M 1) BERS (REREPEBMRIED) i) AT
oA NI F

3.3 HiEE

BELE T, PRMEQ5% XA N-T5% X 4 V) TRL Tz, ity 7 b (start flex -

EZRversion1.37 * Microsoft® Excel® for Microsoft 365 MSO) Z#HWwT~v + &4 v b =—

BE., HHEAREBOBIE. AFHROBEIE 21T > 72,




4. ¥R

4.1 MCNS £ & FSGS BHic 317 2 HBEE o g

BANCHUNELR 4 7 0 —BiEERE (MCNS) 55 i & SRR BkismE LiE (FSGS) 28 o

EBEIEE % i L 7=, (Tablel.2.3) MiE~%2 m v vl MCNSHOAAEMETH Y, 1

ETAT IV, ME s VTFVE (B4mi-6 A AR - 12 7 AR - 18 hHAKE- 24 A H

). efitEREES (%), REREEFERMELCEE (%), BUERE, SIEIX FSGS #f

D BEETH o7, BERBORENRBIIMFHAAREER RS DD MCNS # TR WE

%D, Al Cr2{LiE (6-0 #H). Al Cr Z1fkfE (24-0 #H). AREHE(24-0

# H g/g Cr)d MCNS # D 23 EETH - 72,

4.2 FSGS 1< 317 % 2858 B o HH AR

RERAR I FARRHELEIS (%) 12U Cr f - 2EMERE(LREES (%) - SEIEEUREES
(%) - LEEERA S &+ o EiEEREEE (%) 1ICB W TIEOMEBERERZ /R L, HEE

FEUTZE N F N, 0.308 - 0.431 - 0.529 - 0.472 TH - 7=, KT HRERIAKFE BAARAEL & o Bi1ERE

{LIRZEE A (%) 1338\ IE O MHREEMR % 7R L 7= (Figure2), % 7z, R BRI AR EIA (%)

iU Cr Z{LfE (A Cr18-0 4 A). i Cr Z{tfE (A Cr12-0 7 A). MiiF Cr &

{eflE (A I Cr6-0 7 A) ic s\ A DHEBERR 27 L BRI £ 2 41-0.577, -0.587,

-0.462 T¥» - 7= (Figure3),

4.3 MCNS i< B1F 5 B8 H o #HBEIBIR

RERRE AR EIS (%) R (B - FE - (i CrfE (BEmEE -6 A AR - 18 7

AEE) - FE#Ic B W CIEOMBBREZ R L7z, MHBEREILZ W Z4-0.379 - 0.308 - 0.346 -

0.484 - 0.331 - 0.35 TH 7=, (Figure4) FSGS #f & MCNS FEDMH I BT, R

FHARMEL B (%) LIREHE-CHEMRMECEES (%) & OHEBEBERIZEED bhkrd > 7,

4.4 FSGS 1T BT 5 RERE BARMEL OFREE D HLER

AT BRI JE B AR E (L DFRFE (BRE A ESE D) 1T & o THEMEMZERR D 2 2> & 5 2> OFEET

T o7, T3 RERIKE G 2 il (17.4%) © 2 B THERL 72, (Tabled)

BEHEICE TR E R E 220 RREE R RERER (>17.4%) TII4ETRF

LMK A - 72 (P=0.03) (Figure5),

4.5 HREREEFBMECEER (>174%) B3 A7 04 FIEOH KO B

BRI E FSHEL BB RERE (>17.4%) ICBW TR T o4 FIgEOHEEICCTERNZT\v, #at

R 21T o 72, (Tableb) M CHEIENARERA b N o725, MiF Cr RLE
(A% Cr24-0 # A) » (AIfiE Cr18-0 # A) - (AlfniE Cr12-0 # A) - (ALiE Cr6-0 7

) icsnTRT a4 FHERED S MECEATH > 72 (Figureb),



5. E%
AWFZETIZ, EICUTOMEIE LN 1) BAEMKEE MCNS TIHME7 V7 1 VIE -
JREABMPEER S, 24 7 A#ICi3 FSGS # 0 i A BHEENSE BB D %\, i) FSGS
IZ MCNS X 0 REBRAKJE FAGHEL 5% < R b7z, iii) FSGS I 351 2 AR BRI E BARHE(L |3 Fr
I EIEREALRZ & 3R IE OARBERAR 2R L 72, iv) SRERMRE FRARME(C EEERE 1 RIAE 7
BT,
¥ 3°. MCNS & FSGS ORMIEHE O H#k (Tablel-3) TIBAMKFIMET V7 IV - K
EHE, D MCNSHDI3 ) 254 7 0 — EEER ORI 25, 24 7 H 0BIEHREICE W
TI3 FSGS H o /i S EHBEN B EHIR D%\ T & 25 FSGS #ED /7 3R IGH - B F
BHTEN L EZ LN DRI Z L CRLTw e wr 5, P
R IC BT b EE 72 513 FSGS B0 25 R BRIA R AR B A (%) 3@ & v St
SHEMAEEENHAEC L TH B, REOEYWETARFALZHE TR A NI A FEFD
TR ES A b ORBENE L B 2 L BRIRBEELDIRE Y L INB, =T, »WLDDD
WD CREMEHLICB W TIEIR FY A4 720 TldR{ PECs OFEINIFFICEETH
LZULNTRBINTNE, FFH A MEESEUF P4 P 2RIREEER 2 S &3 5
2 O ALE § % PECs 285G ML 3 5, iG1E(L LHEGE L 72 PECs 23R BRIFELEIRE~ S
L. bW BREERAEAE U, MRS 2 Wikt 1 BEAE 3 2 i 3R, LR AE~ LR T %,
2070k 5 IR LRE W RO 7 u 2 b — 27 DFEREL 5, & 5ic, PECs i3fg#EL
CBEG LTV A ATEEED R I N T3, W DrDHEIC K 3L PECs 1k bk Hi5EERA
(EMT) OZ b2 L3 T e BMEINT B, 28X/ ~7u 77—V pbnihIind
A4 FHA Vi PECs #HifdiEEiia~ e Afax e 2 b wodE b H 2, ® 2 LT, @
RE KRR T 28 o2 HAOERIC X ) F—~ v EHEX D FiH L 72 38R A F e A %
H3 2 2 & TR ZE T LW IR D 5, ¥ % 7281 PECs DIEHELZFR
0 70 WS I3 R BRI B B 2 RO AV L WIHIRED H B, B 0% ) T h b DG AR
LR ETE K B 5§ 2 iEH L PEC s 25 RERIKE FARHE(LICBEG 32 2 L 2R L T
o BLEX b, RIREERE %5 FSGS 05 25 R BRIKFFRMELES (%) AEe e v
5 FERIRERAELRA ORI B 5 3 5 iE (L PECs 28Oiftk{t PEC 28 EMT 24 L %
T L CHME(L 2 5 ¥ 2 T @PECs AR 0MMELIEEER (PECs 12 TGF-1 % PDGF %
KRB L~2r0 77—V EOEELENL TREELESIZRECT) OF—< vEEEAICK
3357 EOIERIC X Y RBRIEFEERMELZFIERIT LI 3 2D0FEZ LN BHFPIC
L0 RERARERGELEFZEZ L TCWw3 L2 RBLTwE EEZ bR,
Kz FSGS 12 351F % HEE H O AHBER R o Beat < iR ERIF A BB A (%) 131 7 v
7 F = VE - SEEEUREES (%) - HEEELEEEE (%) - 2R LRE SIS+
SHEIHRLRZEA (%) KB TIEOHBEREREZ R L. FIc o Btk R ZEEIS (%)
IC BT IEDOHBIRBFR % R L7z, (Figure2) 7z, SRERIKEFERHEAEIS & BERE -
BRI RO R o7z, ST EFROEE(L PECs 2 RERIFEELIRA D FEZRICRE

4



L, RERAEEBEBRMEL R L0 3 ATREE R SR T 2 /R TH 2, iEMAL PECs o= —
H—e LT CDUERFLNTEY P, 5113 CD44 7 &' ® PECs it~ — 7 — R %
WAL T LELRD S,

% 7o, RERGRE BRRMELEIS (%) 12miE Cr 2 1{LfE (Al Cr18-0 4 A) - (AiE Crl2-
04 A) - (AlfljE Cr6-0 h B) e <A DHEBGEEZR L7z (Figured), Z NIXBEAMRET
ICRER A FRAE L OTFTE T 2 RIRF O RBERBE S RV & v ) 2 & ZFIKR L, Figureb &7F
BT AR TH oz, —kMIC~r 07 7 =V EIC X DMELITRIEDRIAICEL B &
INTH O, Hl2 A BRERERBREE K 0¥ A A e H 2 o B A A
BITL T L h, BERKRICEET 2RELOFT AR TFRARDODE T I ND, LA L
Yoshihide Fujigaki b O ic X % & ¥ AGRHEERKAEBERET vicks T 3 HE & R
IC PECs 13 a SMA 2 %I L. % NI3F —~ v EOBIEECRBRIKE FRE © fhsriEEr iz o
BAEITL Tz dnd, B0F b, EHE(L PEC ic X 3 EMT %4 L 717 DR
BRERMICEZ > TH Y., KR CORKGBEFERMELII N ER T3 ARESS 5,
— 75 C. RERARE AL AR ICETT T 5 L ISR BFIC SR b DL BN,
L% IR ORIEDRER L L TA L 72 R ERIF R F ORRHEL 2B 2> b B E 2 72 5Tl P HRAE(L
~—Hh—%BE 2 HEEBDbND,

MCNS i< 3 1F 2 FEREIE H O BRI (R O Beat <R Bk B ML 12 i - 131 (5318 - 1K
- IiE Crfli (B - 6 7 HEE - 18 7 Al LAHEEIA S > 72, (Figured) MCNS (&
AERARIELIRZ % £ 72> D T MCNS TA b i 2 R ERIR R FARAEL 13 iE L PECs It X %
DL IIHEFE AR 2 AIREMEDSH B, Anjali A. Satoskar & 13 RERIATE(L % 32 72 SR BRIE
JE B ARME(L & L CRIBEAN DRI RN % 5 FEEARERREBE R ZHE L T

%, 2@, EEARERREE RO REEAGEROME RV ALOBRRTH 13T
D, IEE AR ORI 2 R A% 5 REREDBTFES 5, % DABREOIMEL — 7%
FlVTEH b, REREERIRMEL 22D 5 L w5 Rk b D, Anjali A. Satoskar 5 F 245
DARERIEDME L L b0E o TOTHEMATH V. RRERETR ST+ vl %00 <
Wb, T, MEOKHEZ T TR, TRHDRIEKED WL D3R —~= V58 LEAIRM
EYIWT X 4172\ bW B atubular glomerui TH o7& LT\ 5%, atubular glomerui [ZfEE
REEIC & o TH U 72 SRR BEARAE (L IC X o THRERIR - IRIIE G % - Ul L 2 O
fEERAEL 5 & Wb, atubular glomerui (FBHEBERE K. BIEREBEBE. HERRFEE
fE. BEIREE(VIE IR T 2 18MEI R &, b D% OREBERICE T 2 RERKIKEM
DOh Y DS ERERT 2, BBICHES Lo BREREORRKL VI LI
T3, 2031oF ) MCNS T3 2 ARG ML & Gl - R (B - FE - I
Crii (B4miE- -6 HhHK - 18 2 HE) & OMHBEIIEI & atubular glomerui DB 5 % 7R
LTW3DTRAVRLLEEZLND, SERIIAMEDOBMMICE T S atubular glomerui D
FEEHRGFTL L DEDLD B,

FSGS 12 351 3 AR A FAERAEL OFLE O LB T i3 (Tabled) ARERIKSEBHECEEERE D 52

5



AR TR E T D o 72, ETEHR C R R A BE 2RO REREE HHE L E
ERIEHNEFRRIEVE WIERL o7, £7-. HEMFWEEEZIZH TRV, &
BRI AR L B RE 0 7 AT Cr 2ufl & REHELLEMEETS o 72, (T0iTk
BRK TR FARME(L 13 PECIEIEL 2 KB L TH Y L) RERFEBERME L o e 1251 (24 7 H)
DEHAKR - BEREELICHEETRIIRVWE WS Z 2R LTV 5,

LRERAE PR EERIC B W TR T n 4 FIEOEE CHIRE (T o 72, SRERERE B BRAE
{LEERCEFIENEEZIH TRV, AT a4 FIERO A4k - 7 7E ALB
fil - 103 Cr fili « MM3& Cr Z2{LEMEL . REAERIEETH o7, (Table5) Ziid, &AL
BREEIC B\ TERPF < A 7 1 — PIERREORE TRV 23, BRI BRI R e T 5
FEBICHT L, 27 a4 FIEEZRIT L7z W RS REZRML T3 2, £ 9 Vo)
Bl LT, A7 e 4 FIEOMERSDZ L ZRLTW5, D% 0, BEMRFEORIKE
B AL DT RIZ BRI IC 3B FRAROFATH 503, B (24 hH) KR-TE X
1iF. AT a4 FIESAIRERERICH L CIIBEME R0 5 Z L 2RBT 5,

6. Hham

A EOFFFETIE. MCNS & H_T FSGS @7 232 itk LmA#lA (%) &RIREER R
HEAL IS (%) DSFEEFEIICE & » I SR %2 B2, ¥ 72 FSGS 1T 31 2 RERIE FHARAEL
DFf R Cr ., 2EEEUREE A (%), 2EEEUREE S+ o B LREE S
(%) & DIBIA D, BEARCHERMEL & OB IZRD Rd o 7z, & HICREKIKEH
FAE( LIS Cr Z2{Uff & & O MBI %2 3o 7=, BAEMEEO RERIFE BRI o RILE 7
BOIRE L 7 2REEDL D B,

7. SBROEE
RERE BB DT R 2 B P HRIEEL 75 2 & T, SHROBERKICE T 2 RFHERD
—DILhBEBREENS,

HRE

KRR HED 5 1c M0, EECHEELZBHY L BRARERERRNER BKE
FRERBIRARIY:  PREIE S A 3 X CHEEIE ©H 2 ITNERIEEIR IC 02 b )8
72LE T,

ZWCH- 0 CEIRBY L2t ERFEESEEARYE K BRACE# e LE
T, Fo. BEBRM T L T2 Wizt B EEAIRERAR O & 4771 b REH

LEFES,

Conflicts of Interest Disclosure (COI). None
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Table 1. Clinical background

Variables MCNS FGS Total
Cases, median (n per Q) n =155 Median (Q1, Q3) n =28 Median (Q1, Q3) N = 83 Median (Q1, Q3) P
Male/Female 32/23 2177 53/30 0.132
Age at biopsy, years 48 (32.5, 63) 59 (40, 72) 50 (67,35.25) 0.0558
Body height, cm 163.8 (156.83, 167.25) 165.65 (160.75, 167.5) 164.5 (159.78, 167.38) 0.3475
Body weight, kg 64 (56.61,71.13) 65.58 (57.13,73.75) 64 (56.61,72.51)  0.8135
Serum hemoglobin, g/dl 14.3 (13.03,15.63) 13 (10.8, 15.05) 14 (12.33,153) <0.010
Serum albumin, g/dl 23 (1.72,2.7) 3 (2.05,3.85) 24 (1.9,3) <0.010
Serum creatine, mg/dl 0.89 (0.64,1.11) 1.41 (0.83,2.05) 0.94 (0.71, 1.38) <0.001
Proteinuria, g/dl 447 (0.86,7.56) 3.06 (0.95, 6.09) 3.77 (0.90, 6.53) 04157
Medications (RAS inhibitor) with 11 9 20 0.221
without 44 19 63
Hypertension with 17 18 35 <0.01
without 38 10 45
Smoking (Brinkman index) 54 0 (0, 300) 28  237.5 (0, 600) 82 50 (0, 400) <0.05

Q, quartile; RAS, renin-angiotensin system

Table 2. Pathological background

MCNS FGS Total
Diagnoses (%) Cases Median (Q1, Q3) Cases Median (Q1, Q3) Cases Median (Q1,Q3) P
Global sclerosis (GS) 55 3.03 (0,8.95) 28  13.32 (4.80,43.77) 83 5.97 (0,12.70)  <0.0001
Segmental sclerosis (SS) 55 0 (0,0 28 495 (1.14,13.27) 83 0 (0, 1.24) <0.0001
GS +SS 55 1.22 (0,8.05) 28  21.74 (7.50,54.10) 83 5.13 (0,16.31) <0.0001
Periglomerular fibrosis 55 8.16 (2.15,1636) 28 1741 (5.86,2420) &3 10.14 (3.04, 22.09) <0.0500
Interstitial fibrosis 53 9.72 (4.1,34.03) 27 19.58 (9.86,3745) 81 16 (4.85,36.09) <0.1025
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Table 3. Clinical background

MCNS FSGS Total

Variables Cases Median (Q1, Q3) Cases Median (Q1. Q3) Cases Median (Q1, Q3) P
Serum Cr (6 months), mg/dl 50 0.79 (0.68, 0.96) 22 1.18 (0.88. 2.02) 72 0.84 (0.69. 1.12) <0.001
Serum Cr (12 months), mg/dl 44 0.8 (0.69, 0.98) 17 1.18 (0.78. 1.37) 61 0.83 (0.69, 1.10) <0.001
Serum Cr (18 months), mg/dl 44 0.82 (0.67,0.97) 15 1.11 (0.75. 1.67) 59 0.83 (0.68. 1.10) <0.05
Serum Cr (24 months), mg/dl 40 0.76 (0.68, 1.00) 15 1.11 (0.74. 1.82) 55 0.77 (0.69. 1.11) <0.05
ASerum Cr (6-0 months), mg/dl 50 -0.04 (-0.20. 0.68) 22 0.1 (-0.12,0.37 72 -0.01 (-0.15.0.12) <0.05
ASerum Cr (12--0 months), mg/dl 44 0.01 (-0.16, 0.12) 17 0.12 (-0.2.0.37) 61 0.01 (-0.18.0.15)  0.212
ASerum Cr (18-0 months), mg/dl 44 -0.01 (-0.14, 0.09) IN] 0.06 (-0.16.0.36) 59 0 (-0.13.0.15) 024
ASerum Cr (24-0 months), mg/dl 42 -0.04 (-0.15, 0.09) 13 0.17 (-0.02, 0.40) 57 0.02 (-0.13.0.14)  <0.05
AProteiunuria (12 months), g/dl 39 ~3.35 (-6.86,-0.14) 17 0.95 (3.2, -0.05) s6 248 (-6.28.-0.07) 0167
AProteiunuria (24 months), g/dl 36 3.5 (-7.25.-0.65) 15 -2.9 (-5.33,-0.31) 31 34 (-6.62.-044)  <0.05
Observation, months 55 55 (30.75,77.75) 28 19.58 (9.86. 37.45) 83 S1(21.5.73.25) 0.032
Alive 51 21 72 <0.05
Dialysis initiated/or deceased 4 31 7 43 i1 74
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Table 4. Comparison of the degree of PF in FSGS (mild vs. severe)

PF <17.4% Mild PF >17.4% Scvere

Variables Cases Median (Q1.Q3) Cases Median (Q1, Q3) P
Male/Female 14 4/10 14 1173 0.008
Age at biopsy, years 14 59 (41.5,70.75) 14 62 (37.25.77.5) 0597
Body height, cm 14 166.35 (164.25,167.08) 14 163.85 (160.0, 168.23) 0.581
Body weight, kg 14 66.85 (56.8,73.478) 14 6558 (5793,73.26) 0.769
Serum hemoglobin (Hb), g/dl 14 13 (11.25,13.48) 14 12.9 (10.65. 15.5) 08
Serum albumin (Alb), g/dl 14 3(2.13.3.58) 14 3.35 (2.15.4.05) 0.504
Serum Alb, g/d! 14 1.04 (0.77, 1.91) 14 1.54 (1.14,2.33) 0.183
Proteinuna, g/dl 14 4.09 (1.19,6.10) 14 2.36 (0.70, 5.801) 0.701
Mcdications (RAS inhibitor) with 7 2 0.043

without 7 12
Hypertension with 10 8 0.43

without 4 6
Smoking (Brinkman index) 14 385.5 (82.5,609) 14 175 (0. 380) 0.295
Global sclerosis (GS) (%) 14 8.78 (2.76.22.10) 14 29.02 (8.83,44.22) 0.198
Segmental sclerosis (SS) (%) 14 1.16 (0, 11.29) 14 9.54 (2.92, 14.11) 0.053
GS + SS (%) 14  11.04 (5.50,45.64) 14 33.29 (14.10,56.28) 0.103
PF (%)
Interstitial fibrosis (%) 14 2596 (17.85, 40.65) 14 13.29 (9.57.31.8) 0.169
Serum Hb (6 months), g/dl 11 12,6 (11.05,13.70) 11 13.9 (11.00, 14.70)  0.669
Scrum Hb (12 months), g/dl 10 12,16 (11.75, 14.15) 6 1285 (1040.15.13) 0.664
Serum Hb (18 months), g/dl 10 12.8 (11.33, 14.20) 4 1285 (11.65.14.50) 1
Serum Hb (24 months), g/dl 10 1275 (11.28, 14.4) 4 1285(11.03,1420) 0.733
Serum Alb (6 months), g/dl 11 3.6 (3.20,4.35) 11 3.7 (3.20. 4.40) 0.974
Serum Alb (12 months), g/dl 11 3.9 (3.35,4.25) 6 4.15(3.28.4.35) 0.762
Scrum Alb (18 months), g/dl 11 4.1 (3.85,4.35) 4 4.2 (3.90.4.25) 1
Serum Alb (24 months), g/dl 11 3.9 (3.55,4.35) 4 4.3 (4.00,4.43) 0.556
Serum Cr (6 months), g/d! 11 0.97 (0.83,2.10) 11 1.2 (1.02,2.03) 0.669
Serum Cr (12 months), g/dl 11 1.21 (0.35, 1.49) 6 1.17 (0.89, 1.82) 1
Serum Cr (18 months), g/dl 11 1.11 (0.79, 1.67) 4 0.95 (0.73, 1.69) 0.851
Serum Cr (24 months), g/dl 11 1.11 (0.76, 1.82) 4 0.99(0.74.2.15) 0.845
ASerum Cr (6-0 months), mg/dl 11 0.22 (-0.12,0.43) 11 0.05 (-0.18,0.14) 0.293
AScrum Cr (12-0 months), mg/d! 11 0.25 (-0.08,0.41) 6  -0.11 (-0.25,0.09) 0.228
AScrum Cr (18-0 months), mg/dl 11 0.23 (-0.09,2.63) 4 -0.12 (-0.22,0.03) 0.226
ASerum Cr (24-0 months), mg/dl 11 0.25 (-0.01, 0.40) 4 0.1 (-0.05, 0.50) 0.753
AProtelunuria (12 months), g/dl 11 —1.00 (-2.7.0.234) 6 —0.79 (-5.21. -0.33) 0808
AProteiunuria (24 months), g/dl 11 -2.12 (-3.55,-0.16) 4 593 (=799, -4.02) 0.138
Steroid treatment with 8 5 0.256

without 6 9

Obscrvation, months 14 55 (41.25,79.25) 14 12.5 (4.5, 29.75) <0.01
Alive 3 4 0.663
Dialysis imtiated/or deceased 11 10/1 10 872
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Table 5. Comparison of the presence of steroid treatment in the

severe PF group (>17.4%)

Without steroid therapy ~ With steroid therapy

Variables n Median (Q1., Q3) n Median (Q1.Q3) P
Male/Female 9 8/1 3 32 0.207
Age at biopsy, years 9 73 (54, 83) 5 36 (36, 48) 0.061
Body height, cm 9 1652 (161.5,170.0) 5 160 (160.0, 167.0) 0.423
Body weight, kg 9 68.3 (58.8, 73.8) 5 58.3 (50.75,67.75) 0.298
Serum Hb, g/dl 9 11.4 (9.5, 144) 5 15.1 (14, 16.2) 0.190
Serum Alb, g/dl 9 3.6(3.1.4.2) 5 2(1.8.2.6) 0.140
Serum Cr, g/dl 9 1.64 (1.19,2.49) 5 1.42 (1, 1.56) 0.364
Proteinuria, g/dl 9 1.88 (0.62, 2.82) 5 6(4.7,6.42) 0.190
Medications (RAS inhibitor) with | 1 0.649
without 8 4
Hypertension with 6 2 0.334
without 3 3

Smoking (Brinkman index) 9 82 (0, 400) 5 250 (150, 320) 0.585
Global sclerosis (GS) (%) 9 40.74 (22.03.44.68) 5 7.77 (5.97, 14.63)  0.240
Segmental sclerosis (SS) (% 9 12 (4.34,19.15) 5 5.55 (2.44,7.32) 0.190
GS + SS (%) 9 48 (23.73,56.53) 5 13.33(7.46,21.95) 0.161
PF (%) 9 24 (22.22,28.99) 5 35.82(24.39,52.94) 0.350
Interstitial fibrosis (%) 9 13.29(9.57,3541) 4 14.036(8.71,20.54) 0.710
Serum Hb (6 months), g/dl 6 12.55(9.83,14.68) 5 13.9 (12.9, 14.5) 0.792
Serum Hb (12 months), g/dl 3 9.7 (9.4, 12.15) 3 15.3 (13.9, 15.6) 0.200
Serum Hb (18 months), g/dl 2 11.75(10.43,13.08) 2 13.65(13.08, 14.23) 0.667
Serum Hb (24 months), g/dl 7 11.7 (10.5, 12.9) 3 13.05(12.33,13.78) 0.667
Serum Alb (6 months), g/dl 6 3.9 (3.7.4.33) 5 3.4(3.0.44) 0.646
Serum Alb (12 months), g/dl 3 3(2.85.44) 3 4.2 (4.15,4.35) 0.400
Serum Alb (18 months), g/dl 2 3.6 (3.3,3.9) 2 4.3 (4.25,4.35) 0414
Serum Alb (24 months), g/dl 2 3.9 (3.65,4.15) 2 4.35 (4.28,4.43) 0.667
Serum Cr (6 months), g/dl 6 1.6 (1.16,2.04) 5 1.09 (0.74, 1.33) 0.429
Serum Cr (12 months), g/dl 3 2.03 (1.61,2.22) 3 0.8 (0.72, 0.98) 0.100
Serum Cr (18 months), g/dl 2 2.23 (1.69, 2.76) 2 0.73 (0.71. 0.73) 0.333
Serum Cr (24 months), g/dl 2 3.09(2.15,4.02) 2 0.73(0.71,0.74) 0.333
ASerum Cr (6-0 months), mg /dl 6 0.07 (-0.02,0.13) 5 -0.2 (-0.26.0.12)  0.792
ASerum Cr (12-0 months), mg /dl 3 -0.01 (-0.55,0.25) 3 -0.2 (-0.23, -0.04) 1.000
ASerum Cr (18-0 months), mg /dl 7 -0.12 (-0.16,-0.07) 3 -0.04 (-0.15,0.08) 1.000
ASerum Cr (24-0 months), mg/dl 7 0.75 (0.38, 1.10) 3 -0.04 (-0.14,0.07) 0.667
AProteiunuria (12 months), g/dl 4 -0.79 (-2.61,-0.52) 2 -2.64 (-4.64,-0.65) 0.800
AProteiunuria (24 months), g/dl 3 522 (-8.64,-2.81) 1 —6.63 (-6.63,-6.63) 1.000
Observation, months 9 12 (4, 23) 5 29 (9, 49) 0.592
Alive 7 3 0.480
Dialysis initiated/or deceased 2 1/1 2 1/1
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Figure legends
Figure 1. Masson's trichrome stains
(A) Glomerulus without periglomerular fibrosis (PF), (B) Glomerulus with PF. Three or

more fibrous layers are found around Bowman's capsule. Optical microscope 200x

Figure 2. In focal segmental global sclerosis (FSGS) patients

Correlations among PF and (A) serum creatine (Cr), (B) percentage of global sclerosis
(GS), (C) percentage of segmental sclerosis (SS), and (D) percentage of GS + SS. The
strongest correlation was noted between PF and SS.

rs, Spearman's rank correlation coefficient

Figure 3. Correlations among PF and (A) serum creatine (6 months), (B) serum Cr (12
months), and (C) serum Cr (18 months).

The strongest negative correlation was noted among PF and serum Cr (12 months).

Figure 4. In minimal change nephrotic syndrome (MCNS) patients
Correlations among PF and (A) sex, (B) body weight, (C) serum Cr (6 months), (D)

serum Cr (18 months), (E) serum Cr and (F) age

Figure 5. Time to initiation of dialysis or death, compared to >17.4% of PF with

<17.4% (Kaplan-Meier's survival curves, P = 0.03).

Figure 6. In the group of >17.4% PF, time to initiation of dialysis or death, comparing

the steroid therapy group with the no steroid therapy group (Kaplan-Meier's survival
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curves, P=0.611).
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