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9,935 (44.1%) 20 21,984 9,895 (45.0%)
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CGA
J-RBR/
J-KDR JDMCS /
CKD/CRF
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(44.1%) 20
21,984 9,895 (45.0%)
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Gl 421 (1.9%) | 1879 (8.5%) | 3247 (14.8%)
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Cases %
J-RBR 26,535 0.0
FEDR 2,157 73
om S08 17
CKD/CRF 194 1.0
AEI 1 0
Total 29,495 1000
Age Cases %
< 10 1,127 19
10-1% 2,879 9.9
20-39 3,053 1005
30 -39 3,799 13.0
40 - 49 3,777 13.0
50-59 4,248 14.6
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A 905 3.1
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BIEE 1743 6.6%
&t 26535  100%




HRBRES ER %
e N
e T
Gl(é:?,lm’ 22223 13:0
oo
G1(>=120) 21 14
S5 1829 100
C: DM D: CKD/CRF GG;L j§ g‘a’
= G1(>=120) &2 G1(<120) B G3a 45 12.7
| o
G1{>=120} 11 3.1
&Et 354 100
= R
CKD/CRF G3a 9 6.9
i 5 s
&t 131 100
13 : CKD 7 FAG3b-5 DAFHT : B FRAI=FE 115G stage
£2. REER AEFEIHE BENREEERE

AY XD LETES R BRAE & 9365 35.3%
WUNRERAZEL 2993 11.3%
Rt B iE 2606 9.8%
wiphEs  FARERIEREERRETE % 1450  5.5%
*EEHRE B EIERBRAEEILE 1226  4.6%
ERNEEEARRABTL 599 2.3%
1 A R, ME) * 593 2.2%
Dense Deposit Disease 29 0.1%
et R BREE 28 354  1.3%
o EHRENEEER 464 1.7%
W*ﬂjﬁfﬁﬂ SMMENEES 375 1.4%
- SERHEIRE 90 0.3%
MmESRE B 1282  4.8%
T (FEAR) 3401 12.8%

BET 1708  6.4%

ait 26535

100%




[A] E8& [BI&8x%

F#ERIG3b-558 FH R 7 G3b-54E
000 100%
81
5000 |
8%
0%
4000
E 60%
o
3000 50%
0%
2000
0%
20%
1000
10%
o o%
-1920-2930-33[40-4950-59 | 60-69 [ 70-79 | so -1920-29[30-39 4049 50-59 [ €0-69 [ 70-79 | 20
-;m: 2841 | 2747 | 3088 | 2722 | 2719 | 2956 | 1734 | 295 lm\]z 2841 | 2747 | 3088 | 2722 | 2719 2998 | 1734 295
[m@Fl1| 38 | 308 | 711 | 1085 | 1529 | 2391 | 2213 | s10 -fém 38 | 306 | 711 | 1055 | 1529 | 2391 | 2213 | 610

2 : CKD%¥5G3b-5D & #7 : W B R 0 %

Stage Al A2 A3 Subtotal
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3 B EHANIZETHCCARFE- T AT (205% L L) DEBERE

BE PR 2T JRBR JKDR CRF/CKD
S REREEE | 3215 36.1%| 154 20.0%| 21 28.0%
70— fE(REE | 2481 27.8%| 168 218%| 7  9.3%
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1753 2014
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( 32.4%) 2014
IgA (1gAN) 2546 (RPGN) 1005  MPO-ANCA  63.2% PR3-ANCA
4.7% 47 GBM 6.1%(61 ) (NS) 384 MCNS 28. 4%
MN 38.5% FSGS 15.9% MPGN 8.9% (PKD) 1781  (ADPKD 1.8%(32 ))
10166
2014 IgAN  5400-5900
RPGN  2200-2400 NS  800-900 PKD  2600-2900 20000-22000
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PKD 2014 J-RBR/J-KDR
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(NS) PKD 2014 203 1753
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(J-RBR/J-KDR)
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( ) 587 A-1.
A-2.
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587 0.374
201 107,816 +
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vi)
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1 (2015 )
BENE TR mrpmug mamw EEBHHKR
OB BMHERSKEETEDOTRESER 587 221 376 RFE 204 NRENIO BEREBRE FOM1
Q@B BMERZOOLNOZER (EMEEE) 85 51 60.0 mE2 NRR49
QNREBRFZSTZE OEESHER (D, @4 44 24 545 INRR 24
@AW EBES 834 226 27.1 JAFR 2R F226
O LELNDBEER 203 46 227 AE36 INER2 GBREEEIS FOMS
&t 1753 568 324 NF4242 NRFIBS SBREFTL235 FOith6
*RERBEL DA —(J-RBR/J-KDRIZ S M B FER OB ER  105(945E5%)
2 2014 2015
SRR e A
BEHHEMmR J-RBR/J-KDR
SEEZEM A INREE WAPREEF it HEREED SMERF D
HERRER it
568%} 24254 855} 235%} 6%} 22154 105%+
IeAN (IS REEI &%) 2546 (100.0%) 2260 (888% 193 (7.6%) 68 (27%) 25 (01% 2232 (87.7%) 1353 (53.1%)
RPGN (B R EI &%) 1005 (1000%) 960 (955 %) 9 (09% 30 (3.0%) 6 (06% 909 (904 %) 516 (51.3%)
55 B AT (EITEY) 607 (60.4%) 576  (800%) 9 (1000% 17 (56.7%) 5 (833% 558  (61.4%) 325 (63.0%)
—RENS (BREEIEY 2529 (100.0%) 2074 (820% 362 (14.3%) 7 (28%) 22 (09%) 2031 (80.3%) 1096 (43.3%)
55 BEBEAT (HE1TEEY) 1657  (65.5%) 1469 (70.8 %) 127 (351 %) 40 (563 %) 21 (955%) 1437 (708% 727  (66.3%)
HEATENS (B RLBI &%) 384 (1000% 313 (815%) 57 (148%) 12 @31% 2 (05% 307 (79.9%) 171 (445%)
PKD (HERLEI &%) 1781 (1000%) 1096 (61.5%) 23 (13% 651 (366%) 11 (06% 1073 (60.2 %) 616 (34.6 %)
3 2014 (2015 )
2R BEBE GEREE
2R EBER (5878 10166 (100.0 %)
ZERA
ke (242%}) 8094 (79.6 %)
MNEF (85%) 1058 (104 %)
R (235%}) 726 (71%)
Zhfth (6%h) 288 (28%)
BRI
BEWMERERETRELIEOMESER Q217D 8421 (82.8%)
J-RBR/J-KDREM &R FMLZEE (1058 5146 (506 %)

4-1 2014 RPGN
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RPGN MPOZY PR3%Y GBME
(BREIEY) (FEHEEIEY) (BREIEY)
LREIZEBER 1005 (100.0% 632 (62.9%) 47 4I% 61 (6.1%)
EHER
mE 960 (1000%) 604 {(629%) 43 (45% 57 (59%)
INEF 9 (100.0 %) 7 778% 0 00% 1011 %
PRI 30 (100.0 %) 18 (60.0%) 3 (100% 2 (67%
Eqolil 6 (100.0%) 3 (500%) 1 (16.7%) 1 (16.7%)
B 5 58RI
ABEMERERERITEOMBESER 909 (1000% 578 (63.4%) 4 (45% 53  (58%)
J-RBR/J-KDREM&E SR E MR HER 516 (1000% 309 (59.9%) 26 (50% 31 (60%
4-2 2014 NS (2015
BEBTENS MGCNS MN Fsas MPGN
ERIEZERX 384 (1000%) 109 (284% 148 (385%) 61 (159%) 34 (89%
BERR
A 313 (1000% 57 (182% 142 (454%) 52 (16.6%) 33 (105%)
INEF 57 (1000% 49 (86.0%) 1 (18% 6 (10.5% 0 (0O0%
SRR 12 (1000 %) 3 (25.0% 3 (25.0%) 3 (250% 1 (83%
ZDith 2 (1000%) 0 (0.0% 2 (100.0 %) 0 0% 0 (00%
FGE
BEBTHMERRAFTEEEORMESLER 307 (1000% 60 (195% 135 (44.0%) 50 (16.3%) 32 (104%)
J-RBR/J-KDRS N & §% F i 0T 171 (1000%) 42 (246% 73 (42.7%) 29 (17.0%) 13 (76%
XEBASFUNDBEEROES S HAR IR IN—VERRIETROBEOH. FYEBLLTES
4-3 2014 PKD 2015
PKD ARPKD
SEZZER 1781 (100.0 %) 32 (18%
kel 1096 (100.0 %) 18 (1.6%)
INEE 23 (100.0 %) 4 (174%
R BT 651 (100.0 %) 9 (14%
Z Dt 11 (100.0 %) 1 (91%
PR a%a5
BEMHEERAEEITEORBEZER 1073 (100.0 %) 19 (1.8%
J-RBR/J-KDREME FF ek 2 BT 616 (100.0 %) 13 (21%
5 2014 4
(2015 )



2015 ERE
20144
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= MRS R R T r—hENER(C
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X3 HEOGHE HEOGEE
IgAN 2232 5417 — 5936
RPGN 909 2206 — 2418
SR TENSY 307 821 — 898
—RIENS 2031 4930 — 5402
PKD 1073 2604 — 2854
BHEH 8421 20439 — 22396

DEBHEHES S OFRSEEETN+ 0 EFERRBARISHDIEZMERRRRD A/ 3—3E(118,630/287,987=0412)

2B BHRHERRSDHRARREEH + B EFERROT 77— EIREE(221/587=0.376)
HEHEE N H o2 BRI M0 R L2 ORBRE107 816K FH HIZ{E A (7247 —HEURER=0.342, FKRH/A—FE=0.374)

6 2007 2014
20075 20084 £ 20094 2010 E 011EE 20124 20135 20144
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4 C-Grade3 H-Grade4

C-Grade
H-Grade
4 2002 2004 3
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Spearman
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