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2013 J-RBR

[X]3. JKDR/JRBRZ £XRPGNYE 5 O B& R iR IR E RO R AT
BRIRESHTIC & 8 BARPGNDEIR : 6.5%

2007-2008
(N =2,067)

2009
(N =3,023)

2010
(N =3,647)

2011
(N = 3,059)

2012
(N =3,501)

2013
(N =3,182)

Total 9,642 (52.2%)
(N =18,479)

Chronic‘nephritic syndrome Nephrotic synd. Others

2013 J-RBR

[X]4. IKDR/JRBRZ £XRPGNYE {5 D E& FR R IR F R AR 4T
RPGN>JRIRESHA 1:$9 3 #8(49.8%) HMPO-ANCARS 1 i

0% 20% 40% 60% 80% 100%
| ‘ B MPO-ANCA positive nephritis
200(7—2008) 21 ® IgA nephropathy
N=112
j _--.mll“ | m Primary glomerular disease (except IgA
nephropathy)
(N 3012)2) 36 B Anti-GBM antibody-type nephritis
| _-“",//m ‘ | ™ PR3-ANCA positive nephritis
2010
(N =285) > m Hypertensive nephrosclerosis
. I RN RN AN |
2011 34 M Infection-related nephropathy
= i M Purpura nephropathy
e [N\
2012 29 " Lupus nephritis
N=211 .
=i ] T TV | syl nepteopaty
N 301%)3) 28 m Diabetic nephropathy
‘ _.“l",,/‘V/ 203 | = Thrombotic microangiopathy
(N =.:_f)]_tga_ol,) (17.0%) | Others

MPO-ANCA IgAN Non-IgA
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2013 J-RBR

[X5. JKDR/JRBRE $XRPGNYE 5| O B BR iR I F a0 fZ 7
RPGN>RIERISHN2: 62.4%7% 3 A b2 AR 1 IRIEIE R IR IF T %

0% 20% 40% 60% 80% 100%

® Crescentic and necrotizing
glomerulonephritis

2007-2008 B Mesangial proliferative glomerulonephritis
(N=112)
W Acute tubulointerstitial nephropathy
2009
(N = 195) B Nephrosclerosis
L\ \ \\I\
® Endocapillary proliferative
2010 glomerulonephritis
(N =285) ® Sclerosing glomerulonephritis
2011 B Chronic tubulointerstitial nephropathy
(N=193) ® Membranoproliferative glomerulonephritis
2012 » Focal and segmental glomerulosclerosis
(N=211)
B Membranous nephropathy
2013 ® Minor glomerular abnormalities
(N=197)
Acute tubular necrosis
Total
(N=1,193) Others

I Crescentic and necrotizing GN | ATN

X6. FLGBMHLEEIRPGN D F —IRFAE (P21, 2245F)
PIEATE R BB Ry RAEBLERE (~K24F)

/%‘55 44/ 55 (80% @ﬁz 44/ 55 (80‘%

B 7/55 (13%) |ppgNE#ho | EL 8/55 (15%)

MR R g4 || oo ey g
fifi tHfn. 1 ffitH i 1
BRe 1 | THHLERRL B2 1
R4 1 1 L 1 1

- / NI

B4 FBE ETHERREENRIEF IR ORFE—KRAEICE S < 246H
DIRET 55 HIDOFRERICE EEMPBRETH .
EETHERRE L TEFRERPIARTHY, BRRARPEEND.

23



7. @7 7—FAEZRHR. MBEN DT RER
HRE & EmTHE (A-GBM)

BE (2%F) T&’ EH (65) T#&
1.0 1 1.0
0.8 0.8
i B -
It 06 i 0.6-
H H
= 04 HE 0.4
Bk 3
0.2 0.2 1
Logrank test, P = 0.0245
0 0+
0 4 8 12 16 20 24 0 12 24 36 48 60
B (R) BefE (R)
— AL (it i) it (B PEAT 28)
i (i S P2R2) — AL L
8. ANCABEM E X B HFRIEICHT S
SVIEVDBRKHER: SRAMPORBERERFE
1.0 | |:| MZR#ES  —
0.8- L MZRIFfs5 —
0.6
0.4- Log-rank test p=0.4749
0.2
O-O I I I | I | | I | | |
01 2 3 4 5 6 7 8 9 10 11 12
at risk ®E5# 25 25 25 24 22 21 19 18

FG5EH 27 27 25 24 23 22
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JNSCS JNSCS 412 396
JNSCS
1
6 27% 1 53%
FSGS 1 58%
A2 PLA2R 40
PLA2R 50%
1gG4
PLA2R
hPLA2R-  hPLA2R
SNP 92

DNA HLADQAL  rs2187668

SNP HLA PLA2R
HIGHNESS 8
SUPAR
SUPAR
SuPAR
SuPAR ROC
SUPAR
HIGHNESS

JNSCS

A2 PLA2R PLA2R JNSCS

PLA2R
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1gA
20 30
10 10 2)
10 SLE
6 1lg/day
ANCA HIV
10
40 3
20 1
60 5
1008 1 2
278
13
1g/day
3.0g/dl
| lg/day
3.5g/day
3.5g/day
3.0g/dL
lg/day
12 10
2
1 2
20 90
3
2
4
15
4)
1
1 5
2
3
/ 4
5)
JINSCS 300
6)
2009 1 1 2010 12 31
3.5g/day 3.0g/dl 5 2015 12 31
7
3.5g/day 7

Kaplan-Meier
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Cox

STATA  SPSS

©®

13
15 BUN (16)

14
17
18 LDL
20
21 2

19 HDL
(21) HbAlc

IRB (Internal Review Board,

JKDR  JNSCS

JKDR

JINSCS

57 396

28

40

38

16%
21%

10%

158

9.6%

perihilar
cellular 1

JNSCS

50 13% 64
133 34% 85
25 6%
165 41.6%
39.9%
90%
1
NOS 18 tip 16
2 collapsing 1
NOS tip
tip
JNSCS
359 90.7%
JNSCS

RERBRDATAAL - REFEIRDIZE5E

FSGSEL TSN TUL - AportfEIR B 1 BINBRA SN =18, 20124 REFRICH 11D
BIRAEHIHE396H1 T,

— Z2FO04F - REIPHIZE

E37N ] "

AW A®  A®)

1

2 3 4 5

Serum albumin (mg/dL)

WNEALR R TO—EAEIEE (MCNS) 165 (41.6) 162(98.2) 3(1.8)
FRMEBAE (MN) 158 (39.9) 136 (86.1) 22(13.9)
BRI ARBRIATEILSE (FSGS) 38(9.6) 35(92.1) 3(7.9)
AR E 15(3.8) 12(80.0) 3 (20.0)
PRI AT R BR AR 2002 A 9(23) 7(77.8) 2(222)
AP LIETEMERBRIAB 2 GEIgABAE) 7(18) 4(57.1)  3(429)
3 AR B R BRI 2 2(05)  1(500) 1(50.0)
B RIEIE T RBRIAT % 2(05) 2(1000)  0(0.0)
af 396 (100.0) 359 (90.7) 37 (9.3)
(25% - 75%)
1
eGFR
N—RSA VDR, eGFR. Alb, FREH
3 eGFR(Z18#%)
0.03{ —— MCNS (n = 165) b = MCNS (n = 148)
e MN (n = 158) — MN (n = 157)
—— FSGS (n = 38) = FSGS (n = 38)
2> 0.02{ === Others (n = 35) 2> w— Others (n = 34)
2 2 oo
8 0.01 ‘g
0.001_ . . 0.00%, - + - - = =
0 20 40 60 80 o 30 60 20 120 150 180
Age (year) eGFR (mL/min/1.73m’)
mE7LIZ REA (HAHVEREE/Crit)
0804 —— MCNS (n = 164) 020 = MCNS (n = 165)
s MN (n = 157) w—— MN (n = 158)
0.60{ e FSGS (n = 38) e FSGS (n = 38)
é‘ = Others (n = 35) é‘ — Others (n = 35)
2 o40f 2 o0
3 8

6 0 H 10 15 20

Urinary protein (g/day) (or UPCR)



2a Crl.17mg/dL
5.8g/day
4.69/day 7.79/day

R=RF{UHR 1654 158 A Fai(j\s 350 ﬁ?’g 1
AFOAE- RENHEOBEE (N4)  162(982) 136 (86.1) 35 (92.1) 26 (74.3)
RERI (AG) 301.8) 22 (139) 309 9.(25.)
£ @) 42(26-61)  66(50-75)  62(20-73)  58(45-71)  0(0.0)
BiE (AW 95 (57.6) 85 (53.8) 25 (65.8) 20(57.1) 0000
2E (AW 153 (92.7) 132 (85.2) 36(94.7) 25714 308
BMI (kg/mv) 239+43 236+36 234+38 230+35  12(30) 98% 86%
IRFERME (mmHg) 120216 12819 13417 135£15  8(20)
HRIRMME (mmHg) 7311 75+13 8013 7811 8(20) 92% 74%
Cr (mg/dL) 0,87 (0.68-1.20) 0.86 (0.70-1.14) 1.17 (0.93-1.74) 1.06 (0.79-1.65) 0 (0.0)
BUN (mg/dL) 15(11-26)  1502-18)  23(16-31)  15(11-23)  0(00) 20%
P (/) 44207 49208 4508 53+07  4(1.0)
Alb (g/dL) 21206 19£07 25+04  2(05)
#8aLAFO—)L (mg/dl 307100 *124 28778 55(13.9)
LOLALAFa—)L g/dL. 19186 256111 18764 119(30.0)
HOLAL RAF7a—)L (mg/dL 7 6323 6120 5825 132(33.2)
: ) g/ dlL 194 (145-277 186 (128-263) 224 (152-304 147 (114-238) 83(20.9) 15%
1 55+13 5405 55+1.0 53+05 155(39.0)
Hb (g/dL) 142420 125220 13.1£2.1 117224 14(35) 39% 40%

+ 8D (25%-75%) 1

2b

= MCNS MN FSGS 0it s 1
R-RSMVER N 158 A 39N 35N (A%
ATAAF - REMMEDOBMEET (%) 162(982) 136 (86.1) 35 (92.1) 26 (74.3)
B EREF (AMW) 3(1.8) 22(13.9) 3(7.9) 9 (25.7)
RBMESE — ®) 44 (21.7) 24(15.3) 5(132) 40114 708) hElAS dtitmid
+=@® 30 (18.9) 14(8.9) 4(105) 40114 JuMitts  EMS  EEths hEpiths BIEMS Rt
1+ 26 (16.4) 43(27.4) 9(23.7) 3(8.6) 19 9 a1 51 30 12
2+ (%) 41(25.8) 51(32.5) 14 (36.8) 6(17.1)
3+(%) 16010.1)  25(15.9) 6(15.8) 18 (51.4) MCNS ' . . '
4+ (%) 2(1.3) 0(0.0) 0(0.0) 0(0.0)
s 2 R oo R R G R
1+ 3019 9(5.7) 0(00) 1(29) MN ' ’ ’
2+(%) 5@.1 19(12.1) 2(5.3) 4(11.4)
3+ (%) 71 (44.4) 83(52.9) 16 (42.1) 20(57.1)
o) 79(494)  46(293)  20(526)  10(286) 3 2 3 19 7 5
IBRES (/8) 6.3(4.2-100) 46(3.0-64) 60(42-88) 5.1(3.1-6.9) 89(224) . ’
RES/Crit 75(5.1-11.0) 5.1(3.4-96) 6.8(4.3-106) 58(5.0-83) 55(13.9) FSGS
1BRES (or REE/Crit) 7.1(45-103) 46(3.1-64) 6.0(4.2-88) 5.1(35-7.6) 0(0.0)
1 1 13 8 3 8
+ 3D (25%-75%) ™ : »
oft | ) ( ( ) (
o = /0.4 3 - S J s
R—254 %17 AUROATOA R G5 25 28
2= MCNS MN FSGS toft Sl
N—RIMUHR 1654 1584 39N TS )
AFOAF-REMB OIS (%) 162(982)  136(86.1)  35(92.1)  26(74.3)
BLBE (AW) 308 22039 309 905 3 ]
#OIUE=yny (A®) 162(982)  136(86.1)  35(92.1)  26(743)  2(0.5)
WEAFLILEZY0Y (W) 47285  25(159) 10263 13@LD  2(05) rhi: AL BRIE -T2 ERE
#050k2773F (AW) 1(06) 2(1.3) 0(00) 1(29) 2(05)
BELHORRT7IF (AW) 0(00) 4(26) 0(00) 2(67) 2005 TREHAM o R{E28.04 A (M%{122.8-36.0) [§EFH0.2-55.5)
SHRARYY (AG) 24(145)  61(389) 15395  6(17.1)  2(05)
e LRI LR
IUVEY (AB) 3(18) 10 (6.4) 0(0.0) 1(29) 2(05) (REf<35¢/H) (REf <03/H)
290U LR (A®) 1(08) 1(06) 0(0.0) 0(0.0) 2(05) ’ ’
TR (AW 1(086) 0(00) 0(00) 0000  2(05) o R B
YEHY (AG) 3(18) 0(00) 1(26) 0(00)  2(05) gs 08 25 08 !
il i)
gg 06 gg 06 :
28 o4 28 04
g g MCNS g g ——— MCNS
66 50 02 ;i‘cs §u 02 _;?fs
0.0 Others 0.0 Others
42 0 6 12 24 36 0 6 12 24 36
Observational period (month) Observational period (month)
Number at risk Number at risk
MCNS 143 3 1 0 MCNS 163 17 11 5
FSGS 34 7 § 4 FSGS 38 18 13 "
1 MN 109 24 12 6 MN 158 100 61 32
Others 27 6 5 3 Others 35 26 19 12

2a-b

1
F
565 75% 2 85 ( 3

29



6 89%
%

27% 1

6 46% 1

1 upP

80.9% 2
97.4%
2 24.3 6

87.8

31.6% 2
69.2%
1

50.0
(upP
88.8 % 2

99.3%
2 56.7 6

94.4

47.1% 2
82.3%

61.8

53%

8% 6

1 21% 2
58%

32%

1.0g/
1
6 94.9% 12
1 14.0%
46.6% 12
1

6 63.1%

3.59/ )
1

6 97.9% 12

1 43.5%
87.1%

74.2% 12
1

6 75.2%

FSGSHEB LA TLERIE - TLERE
TRERIAR ch R 1#28.04 B (1453 {i122.8-36.0) [§EEH0.2-55.5)

e THRIE
(RERB<35¢/H)
3 —
£5
82
02
g 8 NOS variant
o Tip variants
Others
12 24 36

Observational period (month)
Number at risk

NOS variant 17 3 2
Tip variants 13 2 2
Others 4 0 0

4 NOS
b

tip

1.5

TLWR
(REB<0.3g/8)
10401 i
0o
5 o
08
g% 1
o
85 o] |
a8 i
02
zZ9 4
5’
E8 o, NOS variant
o Tip variants
Others

0 6 12 24 36

Observational period (month)
Number at risk
NOS variant 18 4 4
Tip variants 16 7 6
Others 4 2 1

tip

FSGS

70.1%

12

12
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TIrhL:BFEEREB>1.0)&Cr1.5(51E

REHAR R 1E28.04 B (1845 1122.8-36.0) [§EFH0.2-55.5]

BRREB>10) Crl 55/ RMBETRL
1.0 ii
- ” MCNS .
° I FSGS °
‘—fg o811 MN Eg
é% 06l | Others gg
8 9
E o2 E §

0 6 12

Observational period (month)

Number at risk

MCNS 163 115

24 36 0

6 12 24 36

Observational period (month)
Number at risk

72 MCNS 165 141

FSGS 38 27 24 FSGS 38 31 29
MN 158 127 100 MN158 119 99
Others 35 29 22 Others 35 26 19

16%

28

15
11%
5-6)

10%
10

5

29%

1.5

3%

rL:ZDih

TIbhL SRIEF (N)

FREVMIZ(REE <35) (AKW)  R—RF/VREA235 (313)

MCNS
1654

KIPN
143(100.0) 94(86.2) 28(82.4) 23(85.2)

FREVMBERAS <10 (AW)  A—RSAUREEZ10(388) 157(96.9) 109(708) 27 (71.1) 24 (70.6)
RLRMRES <03) (A®) AR—=RSAUREEZ03 (394) 154(945) 96(60.8) 25(658) 19(54.3)
BRORES>1.0) (A®) R—RSAVREH 203 (395)  62(380) 21(133) 9(23.7) 4(114)
Cr1 5L/ RMBFRE (AG) (396) 5(30)  15(95) 4(105) 10(286)
Craff e/ RMBFE (AW) (396) 308 96  2(53) 9(257)
EMEFL (AG) (396) 106) 2013  1(26) 5(143)
T (AK) (396) 7642 861 1(26) 0(00)

BRiE 6 3 1

EEES 0 4 0
ARMBEBT HBRIE (AW) (396) 849) 96 309 26D
ARMBEET SMIERMESE (AK) (396) 202) 203) 128 000
ARMBMEBT HOEE (AW) (396) 0000)  0(00) 0000 0000
ARMMEET HRMEESE (AN) (396) 0(0.0) 1(06) 0(0 000
ARMBEET HRMMEEE (AO) (396) 0(00)  0(00) 0000 0000
BRFCHTHFRAROM (AG) R—RSIVRAMRFERLG6) 23(147) 350235 9(243) 3(94)
REERBTEOBE (AX) (396) 0(00) 1(06) 0000 0000
SHERBOBER (A (396) 0000)  1(06) 1(28) 0000
BHEBOBE (AW) (396) 4(4) 532 1028 0000

4.2%

25

6/165 3.6%
5/39(12.8%) 70

7

8

65

4/29(13.8%)
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3.59/

6 11

7 ]
AT EERRIIELE THFfE

ARERTRIELUCES2614(92.9%) DR TR TR ELE T ORFFE

N BRRIIE (FRER <3.5)DRIEFRAER

L TRIEORMRER
1.04 (k
3?& 0.8
2=
3
aE
34
i3 oe
2a
5§ B,
O¢g 024 MCNS (N = 134)
= MN (N = 98)
FSGS (N = 30)
001 Others (N = 19)
0 6 12 18 24 3 36
Observational period (month)
28
1
7
90% 1
207
95%
59

207

% MCD (N = 134)
Fecomops _AB__134 8 25 16
Others (N = 16) ALBRIEETORM(B)
10 i 8 30 25 14
> 0% 29 207 66 30
§ 95% 59 242 207 60
Max 600 741 220 60
== AREBRIEOFRIER
\ 308 90.3% 51.2% 64.0% 93.8%
618 95.5% 66.3% 84.0% 100.0%
00 1218 97.0% 76.5% 92.0% 100.0%
omos v 3 T 1838 97.8% 84.9% 92.0% 100.0%
Time to incomplete remission type Il (month) 3658 99.3% 97.7% 100.0% 100.0%
JNSCS
3.5q9/
281
134 98 JNSCS 300
30 19 396
" JINSCS
JNSCS
0%
15%
1
75%
1
5% 21%
R REGH(E)  REREE 2 32%
MCD 28 0.896 (89.6%)
29 0.903 (90.3%)
58 0.948 (94.8%) 6
59 0.955 (95.5%)
600* 1.000 (100.0%)
MN 207  0.815 (88.9%) 1 1g 1

211 0.825 (90.2%)
242 0.861 (94.0%)
327 0.871 (95.2%)
1198*  0.917 (100.0%)
FSGS 66  0.775 (89.6%) o5% 47% 63%
207 0.820 (94.8%)
220 0.865 (100.0%)
1122*  0.865 (100.0%)
Others 26  0.684 (81.2%) 50% 50%
30 0.790 (93.8%)
60  0.842 (100.0%)

1134‘. 04842. (100.0%) 6
*Longest observational period
63%
261 (92.9%)
6
I 97%
29
66
T 1 70% 2 78%
Planco ACE

242

7.4g/day 3.5-32.6 14.7

15% JASN 2010

31



JNSCS

MN
4.5g/day
FSGS 13
10 85.3
15 60.1% 20 33.5%
Troyanov 19.5%
JASN 2005 JINSCS
FSGS 1 58.3%
I 69.2%
50%
Cr 10% 11% 29%
25
90%
95%
JINSCS 412
28
1
6
47% 1
70% FSGS
1
69%
A2 PLA2R

1/3
2009 Salant
A2
PLA2R 1gG4

(Beck et al. 2009)

PLA2R

1.

2. PLAZ2R
hPLAZR

hPLA2R rhPLA2R
Wheat germ cel 1-free recombinant
protein synthesis system

HEK293
C
4 Lectin C
rhPLA2R(21-663aa)
rhPLA2R(21-1397aa) Histag
HEK293
rhPLA2R(21-1397aa)
rhPLA2R(21-1397aa)-Histag
Western blot system I-MN  S-MN
hPLA2R 1-MN
134
196

Western blot

system ELISA system 1-MN
PLA2R
PLA2R DTT
PLA2R Western
blot sysytem
PLA2R

BL6 PLA2R cDNA IRES
GFP cDNA  Nephrin promoter



PLAZ2R
TG

GFP Tg

~4 Fc
Western blot
I-MN
n=134
rhPLA2R(21-1397aa)-Histag
PLA2R 1gG

50%

n=134
52.4%

HEK293
PLA2R

hPLA2R 25%

PLA2R

Prevalence and characteristics of anti-PLA2R IgG in Japanese
patients with idiopathic MN

BARORFRERERESRSE (CH(J DHPLA2RAFIMBIER(E,
FENBICLARTENC EAPSHCB T,

Country Study Assay C::)“ 'Pu’R'PT::w cases ‘Enmm: o
(Proteinuria > 3.5 g/day)

UsA Beck (2009) ws 37 70% 70%

France” Debiec(2011) W8 a2 57% 81%
Netherland®  Hofstra (2011) W8 18 78% 78%

China® Qin (2011) ws 60 87% 98%
Germany" Hoxha (2011) IFT 100 52% 66%

Korea™ Oh(2013) ws 100 69%

Japan w122 50.8% 52.4%

*Modified from Martas, Ravani, and Ghiggeri (2011) Nephrol Dial Transplant 26: 2428-30.
*%0h,Y.}.,S. H. Yang, et al. (2013). PloS one B(4): e62151

PLA2R
1gG 19G4
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Characteristics of anti-PLA2r auto-IgG in Japanese patients with iMN

(1) Protein glycosylation of hPLA2R

HGE treated 1gG4 in serum

with PNGaseF ~ Japanse iIMN #1  Japanse iMN #2

+ ) -

(2) 3D conformation of hPLA2R

Non-reduced Reduced
(50 mM DTT)
HGE rhPLA2R HGE rhPLA2R
Da . -
- - -
- - -
00 mm

hPLA2R

genomic PCR

PLAZR

Strain #34

PLAZ2R

51% n=134

N-glycosylation of hPLA2R is not
necessary to interaction with anti-
PLA2R auto-lgGs from Japanese
patients with iMN.

3D-conformation of PLA2R protein
is essential to interaction with anti-
hPLA2R auto-IgGs from Japanese
patients with iMN.
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soluble urokinase receptor: suPAR

SUPAR ELISA
Quantikine ELISA human uPAR immunoassay
(R&D Systems )
SUPAR
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24 3 19

3735

8 96
69 17

focal segmental glomerulosclerosis: FSGS

38 minimal change disease: MCD
11 1gA IgA nephropathy: IgAN 11
10A 5
membranous nephropathy: MN 9

SUPAR
FSGS 3119.0+ 1036.6 pg/mL
MCD 2374.9+ 588.8 pg/mL IgAN 2311.3+ 777.1
pg/mL  MN 3311.9+ 655.3 pg/mL
1745.1+ 395.4 pg/mL FSGS
MN
SUPAR

SUPAR
R?=0.1496, p=0.001
estimated glomerular filtration
rate: eGFR
R?=0.242, p<0.0001

SUPAR
B £ SEM=0.226+ 0.226, p=0.047
SUPAR
eGFR > 60

42

mL/min/1.73m?

SUPAR
FSGS  MCD
SUPAR ROC
FSGS
16 MCD 9 SUPAR
2442 .5 pg/mL
0.750, 0.666
AUC-ROC 0.684+ 0.114 95% ;
0.461-0.907, p=0.13
SUPAR
1748.8 pg/mL
0.909 0.375
AUC-ROC  0.642+ 0.130 95% ;
0.438-0.896, p=0.30 FSGS
MCD
2442 .5 pg/mL
0.750, 0.591
AUC-ROC  0.621
+ 0.093 95% ; 0.438-0.803, p=0.21
SUPAR
SUPAR
2559.3+ 789.2 pg/mL, 3047.0+
994.9 pg/mL
p<0.06 FSGS 2170.0
+ 533.7 pg/mL, 3076.9+ 498.5 pg/mL
p=0.009
ANCA
SUPAR
5 6791.3+ 1513.0
pg/mL
3727 .5+ 818.2 pg/mL
ANCA

Mann-Whitney U test, p=0.01
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(2) eGFR>60 mL/ /1.73m2
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