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Table 1
Pathologic findings Score Dafinition of score
0 normal or mild mesangiumu exszansmn.
Diffuse lesion (mesangiumu 0.3 i mesangiumu expamion;ieaplmaﬁy fumen,
xpansion) -3 imally lume, !
B_mesangiumu axggnsioanagmaIg iumcn
jodular lesion (nodul N + 0 {no nodular lesion),
0,1 {Hons or mors nodular fesion in all biopsy specimen, not care of
nodular size)
et i Double contour of b Double of b (%}{Determined in peripheral
esions imembranelsubendothelial space | 0-3 lsapillary of most server glomerulus) ;' .
idenin 0(<109¢), 1{10-2596), 2(2561)96), 3(2250%)
E = 0 {not detected), " -
udative lesion &1 i {detected one or more fesion in all biopsy specimen)
L 0 (not dclocted),
;Mesangnolyssslmlcmaneurysm 1 (1 {detected pne or more iesxon in all biopsy specimer)
N 0 {not detected),
olar vasculosis 51 1 (detected one or more lesion in all biopsy specimen)
obal
omerulosclerosisicollapsing o bar of global glomeruloscl is and collapsing glomerulopathy
glomerulopathy - ischemic i« ische riephropathyjmumber of all gl fus (%)
nephropathy
" % her of I gl foscl h ber of all glomeruius
el g o o) b
Glomerulomegaly 0,1 gaz:nrs tEaAn 2‘50‘21:“11:1 Qlomerular diameter
. nterstitial fibrosis and tubular y
nterstitial Latorophy (IFTA) 8-3 0 (no IFTA), 1 (<25%), 2 (25-50%), 3 (250%)
nterstitial inflammation 6-3 0 {no cefl infiltration), 1 (<25%), 2 (25-50%), 3 {=50%)
B {no hyalinosis),
I i1 (one or more partial arterioral hyalinosis),
ascular rterioral hyalinosis 03 2 {around 50% hyalinosis), .
lesions ._B {more than 509% hyalinosis, or penetrating hyalinosis)
est i (no intimal thickning),
. P (intimal thickness/media thickness < 1),
ntimal thickning o2 12 {intimal thickning and intimal thickness/media thickness= 1) EVG
istaining is helpful for determination
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Table 2A ’ ﬁﬁi—rwﬁ“ﬁﬁ

Clinical and pathological’ basehne characterist:cs of th:s study

e
I L1 oo

TP, tota] pmtcm “Alb; afbarmin, BS; bldod sugar, Teho, total chorasterol, LDL: Low—dcnsxty hpopmtém cholesterol, TG,
triglycerides, eGFR; estimaied glomerular filtration rate, uPro; urinary protein,

P was calculated by one way ANOVA fest followed by Tukey's post-hoc test. *; Score of G1-3aAl-2 group showed
significant preserved findings-compared to all the other groups. - -

Table 2B

iGlomerular {77

erio | 088 ol sl 105 s o 112 1 o 137 el om 114l 1ol o

Diffuse; diffuse lesion (mesangiumu expansion), Nodular; nodular lesion (nodular sclerosis), Double;
double contour of basement membrane/subendothelial space widening, Exudative; exudative lesion,
MesLy; mesangiolysis/microaneurysm, PVas polar vasculosis, GSel; global
glomerulosclerosis/collapsing glomerular change - ischemic glomerular change, SScl; segmental
glomerulosclerosis, GMeg; glomerulomegaly; IFTA; interstitial fibrosis and tubular atrpophy, ICell;
interstitial cell infiltration, Hyalin; arteriolar hyalinosis, Arterio, Arteriosclerosis with intimal thickening.
P was calculated by one way ANOVA test followed by Tukey’s post-hoc test.*; Score of G1-3aAl-2
group showed significant preserved findings compared to all the other groups.

— 287 —




Supplementary
Table 1

Pathological finding were posntwely correiated with eGFR at biopsy
and urinary Ievels of prote nuria.

UPro

B
0.222 <0.001
0.314 <0.001
0.352 | <0001
0,303 | <0.001
0.418 <0001
0.125 0.026°
0.141 0.013
0.461 0.008
0.231 <0.001
0 0.304 | <0.001
-,356 <0.001 0.204 <9,001
=0.233 | <0,00% 0.128 0,027 ¢
~5.306 ~”<0.09,1.; 0.162 0.006

Glomerular lesions

~ Enterstitial lesions

Vascular lesions

Ddfuw dxﬁ%:se \csson (mcxangnmu cxpmnon] Nodular, nodular lesion (nodnlm‘ mlm) Double; double contonr of bucmm\\

! &paec dutive Jesion, MesLy; i, PYag polar losis, GSel;
g.lubl.l il logol psi i | wbmg@ + ischemic glomerator change,  SScl; segmental glomerulosclerosis, GMeg;
e tv; IFTA; § itiat t' brosis and tubwlar atrpophy, Cell: interstitial cell mﬁlm.uan Hyalin; arleriolar hyalinosis, Afterio,
Asierioselerosis swith intivaal thiy

Table 3

The incidence rates of composite kidney end points and kidney death were increased
accompanied with increase of proteinuria or decrease of eGFR.

i , T T s
Gi-3aA1-2 | Gi-3aA3 | G3b-5A12 | G3b-5A3 | All

}A!!cause mortahty {074 | 162 | 245 218 | 148

Events were shown as 100 person-years,
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Supplementary

ARV SREE DM

Table 2
) ) G1i-3aA1-2 G1-3aA3 _G3b-A1-2 G3b-BA3 All |
Composite kidney event Event - &2 63 17 36 168
Event+ 16 a1 7 86 169
All 68 124 24 i21 337
. Gi-3aA1-2 Gf-3aA3 G3b-A1-2 G3b-5A3 AR
Kidney death Event - 60 92 20 70 242
Event + 7. 27 4 56 94
All 67 119 24 128 338
G1-3aA1-2 G1-3aA3_ G3b-A1-2 G3b-5A3 Al
CV event Event ~ &1 - 115 22 124 312
Event + 18 8 2 [} 34
All 69 423 24 130 346
G1-3aA1-2 G1-38A3 G3b-A1-2 G3b-5A3 Al
All cause mortality Event - 64 110 22 120 316
Event + 8 i3 2 10 30
Alt 69 123 24 130 346
Figure 1 Composite kidney event AR RE Kidney death
I - - 10 e
(%3
08
04
0.2
o
] 100 200 300 0 100 200 300 400
Observation pariod (Months) Observation period (Months)
CV event All cause mortality
10 ]
0.8 %Mﬂ il
-www G
0.6 ( Ee—-emm
04 W.ew__ieah.smz Ei
0z ée—#"éih.sm .
04

]

100 200 300
Observation period (Months)

400

¥

[} 100 200 300 400
Observation period (Months) - *; p<0.05
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Supplementary : :
Table 3 Univariate Cox pmpomonai hazards regression analysis
Composite kidney event o Kidney death

Dn{‘fusc. diffuse | lesion (mcsangmmu c'spemsuon), Nodular; noduler lesion (nodular sclerosis), Double: double contour of basement
bendothelisl spoee i cxududwc fesion, Mesly; mesangiolysis/microansurysm, PVas polar \ascu\csxs, GS;I global
i losclerosis/coll i dar change » 7 lar change, SScl; 1 glomerulosclerosis, GMeg; gl dy; IFTA;
inferstitial fibrosis and tubular atrpophy, ICel; interstitial coll infiltration, Hyalin, ioler hyalinosis, Arterio, Arteriosclerosis with infimal thickent
BMI; body mass index, sysBP; systolic blood pressure, dxaBP daiastlic blood pressure, Hb; hemoglobin, UA; uric acid, TP; total protein, Alb; albumin,
BS; blaod sugar, Tcho, total ef 1, LDL; Low-d in chol 1, TG, triglycerides, ¢GFR; estimated glomerular filtration rate, Upro;

urinary protein. NS: not significant N/A; not available, o

Supplementary :
Table 4 Multivariate Cox proportional hazards regression analysis with all pathologic findings
plus eGFR and urinary protein {Model 1) :
Composite kidney event Kidney death
&
o= NIA ind NA
=%
©
9 CV event
- 515 i
0]
8
=
o 6. Ay
£ X 1.1 {1.820-1.186}
6 1.8 X i 3 1.0 {0,955-0.583)
E CV event All cause mortality
2
<
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Table 4 ' EE S v v
Multivariate Gox proportional hazards regression analysis with all pathologic
findings plus gender, age, HbAle, TCho, Hb, eéGFR and urinary protein (Model 2)

Composite kidney event Kidney death
] ™ R S G

o -

B
v‘ o .
g All cause mortality
- R w5 ol
(0]

osite kidney event
i

Ayh' cause mortality
5% G

28 {1.058-8.066)
13 {1.468-1.485)
1.4 (1.036-1,427)

Table 5 ARNEEFHATTI D ; B, BIE

Scoreing system for kidney events

A Pathological score Clinical score
1. Double225% 3. eGFR<60
and/or Nodular + 4. uPro>=10g/gCr
2. ICell225%
Each scoreis 1.
B
Composite kidney event Kidney death

Double; double contour of basement membrane/subendothelial space widening, ICell; interstitial cell infiltration,
eGFR; estimated glomerular filiration rate, uPro; urinary protein.
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Supplementary ARVBEF AT T, DIEAA b, BT
Table 5 )

Scoreing system for CV event and mortality

A Pathological score Clinical score
1. Doublez25% 3. eGFR<60
and/or Nodular + 4 .uPro>=10g/gCr
2. ICellz25%
Each scoreis 1,
B

Cardiovascular event Alle riality
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