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e O3 (330) : In patients with IgA nephropathy, one of the major causes of
end-stage kidney disease in Japan, little information is available about the factors which
affect the histopathological vascular lesion except for hypertension. The present study
identified age (especially >25 years), hypertension (especially mean arterial pressure >92
mmHg) and hyperuricemia. These results strongly suggest that hyperuricemia may induce
hypertensive vascular lesions, partially leading to progression of IgA nephropathy.

AR AERA
(EHHAL : 1)
ELPERE 2 keSS =N
AR AERH 3, 500, 000 1, 050, 000 4, 550, 000

WSSy BF © B2
FHIFE S+ MIF - IRV
*—U—F : TgA BIE. EMBINRGHT-C.

1. WFEBRAE S D5
HAIND—3& %0l B BT BEHUX, 2009 4

N TV D IgA BIE D EE T TR 13,
M, JREHA. BHE, BREFTTRTH 5.

KEFET 29 HF A% ERl-7-, RERERE
D% % HDDH EEDONDBITERED N
L BB Z 319 5 72 o121, BT EEK
ORI 2 D S e 57220, 2009
RIS T 2 0T BE AR, BEIRIA
PEREN I S %< L 5 2 0001T IgA BIEN £ <
DD EEZ LTV DM RERIEE %
Thd, LNLENRL, BITREESERLE 2
% &L BHRERIREREE OFBHHEAL DA
FHIR 2 RIS L b RV T2, (REREE
PRIFPEBE B XL 0 BB MR ER IR & B
BOFNEL, EEREENRBLENO L, 18
MR BRI 2 DB RIEDTFENL N AHE TH 5,
BYEREREBRDEZL 2 EDDLEEZD

2009 FICHEES IgA BIER >~ b T —27 D3RR
L 72 Tg A BYE O [ BR AR 210 T 14 Tl 2 =
7 [Oxford /7% 1%, 4 K2 10 ZE»H%
FFFRBINCINEE X7z 265 N7y D TgA BE B
R AL e BRARRRIR 2 &2 T B oD
—EEREPEWTIRENS, BTPHREEET S
4 JFEERE Lic, L L7 BAMTIL,
TU NI LI Ko TRERD R D EDORME
AR TWDDHIRET | BIRY AT LD
K LTW% HAD IgA BAERBF 3T DM
T A TH 5,
BUEMRARRE R LIC R > THED TN D
% sk % R 2 A — MF%E STudy of
Outcome and Practice pattern of IgA



nephropathy (STOP-IgAN)IZ, 1992~2005
Gy N TNE ST =E S H e NN Y S R VAS Y
e BER T & — KBy 5w C B A
Lo TR2Wr sz 16 bl B IgA BIEHR
F 1001 Bl 256t G L 7= AR K D IgA BRED
Zhiaktk FR 2R — MR TH Y . BAR
IRF DMLEEASS & TgA BIE O E TH A BIKF
e fRich dFEZBEICHE L
(Yamamoto R. et al. Am J Kidney Dis.
2010;56(2):313-324), STOP-IgAN [Tt it fx
KB D LR IE T 572, 1001 A b
D% < O IgA BHE B O BRALRR 7 28 % (7
— DI L o TR T 2 FIRETH Y |
AR DO W O EIT I T b I B R
BT 2B 7% THIRF & L CRMid 5 2
EWTE L olz, LLARMNG, nested
case-control design & V9 #FHFAITFIEE H
WD E o T, B R R 0 Sk SE ]
% 1001 BiIH~ 5 202 il LGS 5 FAATRET
HDHENHH LT, =2 TH AL, nested
case-control design Z T, IgA EIED
BT %M ORISR Z THIL 5 5 BIwRET:
AP L DIRE 21T 9 WFFE A 51l L7z,

2. WFEO B

TS e KB D 2 f i TgA BHE 2 48— R IZ
BT, BRRPTR & AR 099 28 0 BEE
PEZ G U722, BRARET AL & 13T L 72 IgA
BHEOB T THIR - ZFE L, BRRATH &
J55 FLAR AR 2O AT B 2 LB oE 72 TgA BHE D
BT % T E R T D,

3. WD JE

BEFFEAEE P LIS -> THED TN D
St St =2 AR — RJFSE STudy of
Outcome and Practice pattern of IgA
nephropathy (STOP-IgAN)I%., 1992~2005 &
ey N/ NE AV S0 05 T NN Y S RVAS L e st
e ERE & — KBTS CBAERIC
Ko TRlrS iz 16 mLl B 1A BIEEE
1001 51l % 5t 52 L 72 5 K D TgA BHE D £ i
R STH R — Mt TH L, 7 V7
F=D L5 EET U R L E LT,
nested case—control study ®FJEE HWT,
202 Bl B R L. R O B B
MO T L RT— N AR L. TR B R
M 21T > 72,

HRENIR O T DA 2 440 L 72, HiE)
RDSFRD BT HE L 7O B> T ED
e R FT ROOE\ W& 8 H. t ., Wilcoxon JENT
FRRE, 2 BEZRAWCRHME L7z, & D%,
LEBEAT v T I AT AT ¢ v 7[R
ETNNERAWT, MEBAROT{LIZREE T 5
K& [FE LT,

P fiEi<0. 05 Z#iat 7 e A E2Z L HIE LT,

4. WRIERR

BHEIRO R L OF A2 TN L 272 129
BlOBEEEIITRROEY TH5H (F 1),

% 1 BAREEET R

e fin (75%) 31(23-46)

Bt (%) 46.5

BMI (kg/m?) 22.7+4.7
U 2 M (mmHg) 120+16

eGFR (mL/43/1. 73m?) 10440

Mol 25 m—)L(ng/dl) 197%45

PRI (mg/dL) 5.4+1.7
JREH (g/H) 0.50 (0. 27-1. 13)
B 3E DAL ST (%) 19. 4%

e (DU4n) . S AR A
BMI : body mass index
eGFR : #ERRER(R A8 &

129 B 44 Bl Fs W THIBIIR O 1L (X
1) RROHBIT,

1 ARENIR DAt

HEIROM TALOBIER ST 44 5] L #lg2
ENhot- 84 FlOBE =4 ik Ui
B, WHLERDTIEGNL, BERE L, F
Wn, BMI, ‘FYEIRE, = L AT a—/b, J}
EUNEL . BEROMT RN EG -1 (F
2),

%% 2 AR & AL DA HE
LAY M EBEL P fE

NEL(N) 44 84

- fhn (k) 41(31-52) 26(21-42) <0.01
B (%) 61.3 38. 1 0.01
BMI (kg/m?) 23.7+0.6 21.8+0.4 0.01
HRLED R 94+17 84+12 <0.01
(mmHg)

eGFR 10440  110%+40  0.20
(mL/%3/1. 73m?)

TC (mg/dL) 21166  190+47  0.12
PRI (mg/dL) 6.1+2.0 5.0%+2.0 <0.01
JREH (g/H) 0.5 0.4 0. 04

(0.3-1.1) (0.2-1.0)
R 2 2 (%) 31.8 13. 1 0.01




Ll (IUAAn) P AR R 7=
BMI : body mass index
eGFR : #EFRRERIR At &

SEBEC VAT 4 v ERETNVE A
T, b & B DK+ & [FE L7k R,

Fffin (v A 1. 06[95%EFHX# 1. 01-1. 111,

P=0.014) . “F¥JEIRIE (1.05[1.01-1.10],
P=0.022) . JREE (1.73[1.06-2.83], P=0.030)
DSHIEIAR O RS AL O BN+ & L CRE S
niz (&3),

% 3 MBIROR FLBEE T (L4 Rn 22
7 4 J ERET V)

# v Xt P&

(95%(E HE X [H])
i (%) 1.06 (1.01-1.11) 0.014
Bk 3.10 (0.88-10.9) 0.078

SEEINRIE (mmHg) 1. 05 (1.01-1.10) 0. 022

R (mg/dL) 1.73 (1.06-2.83) 0.030
P 1 24 2.50 (0.68-9.12) 0.168

Flina 24 BLAT (40 f51]) . 256~39 5% (43
%) . 4l Ll (46 i) o ZRECEES L,
TNEFNDOITN—TDOF v A aBEH LT
FER. 24 LATIC R LT, 25~39 mRlc
WTHREHFICE B R A v XD EH-P3R
otz (K2),

M 2 ffn (=5ohn) & AmEnfReE (koo B
4041 43451 4615
95%Cl 1.6-20.8 2.1-30.0

8 - P =0.003

6 P=0.01

HWEAYXLE
N

Ref.

0
Age <25 25s <40

F tam (%)

F7=. =92mmHg @ HFLLENRE 23 BN R O AH
FAL LR BE L TWAERH L NI ER
7= (¥3)

F

X 3 L ENRE (=20h0) & AERES -fbo
ESpu

44451 4241 4341

0 1 1
<81 81=<92 92<

OB ARIE (mmHg)

AWFFERERIL, TgA BHEDE T4 THIK 1
ELTHE SN TV D EIREMEX, TgA B
JERE OB MEINROM b2 K L TERY
B ATERED BE 2 LT, Igh BIEDOR T
BACBET D AlRetE 2R Uiz, @ JREE MLE S
Tgh BHED Tt % THIT D A T = X L% R E
THEETH D,

Ltk & BB RHE 21T > T, Jh
PR R TR TR A2 R E L, ERRA
+ LIRHEMARIN 2 O TR D BT % TR
EAEWBTE TR E2ERT 5 TFETH
2o

5. ETrpdgFam L

UdEsEsms0) G 21)
OWARETF, TgA BIEDEFEE/H « 0xford 43
FHMEST v AT L), EFDH P (B
L)244: 930-932 (2013)
(DShinzawa M, Yamamoto R, Nagasawa Y, et
al. (£ 13 AN)Age and prediction of
remission and relapse of proteinuria and
corticosteroid-related adverse events in

adult-onset minimal-change disease: a
retrospective cohort study. Clin Exp
Nephrol (FFHEHE V) in press (DOI
10.1007/s10157-013-0793-9)

(Fawk) G2
ILIARRE, TgA BHERAE BB R 72 D F]
. BARFE TS ikas, 2012 46 A 3
A, /"7 ¢ gk
(LIAEY, JNSCS DOfEF 6 /2 5 —WkE



X7 0 —BIEERE O, A AR T=F
e 201246 H 1 H, v 7 ¢ affiz

6. MFTCHEAR

(D) WFgefzRE

(LA [ (YAMAMOTO RYOHET)
REKRF: - EFRAFZERL - Bh#
B - 0053385




