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Age-related differences in IgA nephropathy

Atsushi TAKEDA*** Hiroyuki TAKIMOTO*, Fumio NIIMURA*, Takashi IDA**, and Fumiaki MARUMO**

*Department of Pediatrics, **Department of Internal Medicine II,

Tokyo Medical and Dental University, Tokyo, Japan

To clarify age-related differences in the characteristics of IgA nephropathy, we investigated 117
patients of all ages. The number of patients in the second decade of age was larger than that in the other
age decades. There was no difference in sex in all age brackets. About one half of the patients under ten
years of age presented as acute nephritis, but their prognosis was favorable. Patients over 10 years, most
of whom were detected by chance, tended to have a greater degree of proteinuria, a lesser degree of
creatinine clearance, a higher frequency of hypertension, and a higher level of serum cholesterol with age.
Although the intensity of mesangial cell proliferation was not changed, the grade of glomerulosclerosis,
interstitial change, and arteriosclerosis increased and the prognosis became poor as age advanced.
Treatment with corticosteroids and antiplatelet agents was less effective in adults, especially in the older
age brackets than in children because the frequency of histologically chronic lesions increased. In these
cases, lipid-lowering agents and angiotensin-converting enzyme inhibitors may be helpful in preventing

the progression.
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1990 ££ 1 H~1996 £ 12 H D 7 £ I R R RIR B
NREBIB XU 2ARNC AR L, WIEE 48T IgA BiE
s g 17 B FEARINCHEEL, EERER, MY
2L, P % HBMRET U e, BAMBFORRMAEH &
U CHEdm, M, BEME TOMM, REEH, WIRMIMR
OBtEOER, MROME, EAKR, IE 2v7F=v
2 V7 5> A (Cer), I¥EIgA, 83V A5 a—I {8 ¥k
HHARFARE & LT XY > ¥y AMIIERGEE, &, M
FatEfE AL, SRERIRREILE, global sclerosis, [EZZ
b, BEhRIEAL % BRI L 72,

A XU LAHIROSETERE, SRERABHMEE R, £ WED
LVSRERIE 2 0(nil), BEE DS HEHRZ % 0.5 (very mild),
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Clinical features at biopsy in each decade of age

Fig. 1.
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HEEDL EOSHEIRA % 1(mild), BE O global 4 % 2
(moderate), H1EEE DL _E o global 5% % 3 (severe) 243 4H
L, BREE T L OEFHE T X TOREREIZ 3(severe) D
DB > 12 BETT 2% THRK L 7z (4 RERE D FHE/
3X100), i, MM HE, global sclerosis I3iH% %
BT 2RKEDR TR o, BIEZAL, BIREALIIEAS
R D JE 2 O R E % 0(nil), [(mild), 2(moderate), 3
(severe) D 4 B¢ I ERIL LTz WTNOEE bR %Z
AR 6 FEIWCHHE L, Fisher DEBEEEHEDH 2 Wik
Kruskal-Wallis 18 5E % F W HRRGES U 7o TR IS 2
V7 F =R OTEME L, SERBIERC 12T IR
1.2mg/dl BLE, 13EEPA R4 1.3 me/dl, Bk 1.5 mg/
dl DLE & 5EF L7z end-point 2 F 5 72 @B NEK % F
Az Kaplan-Meier ik & 0 B L7z, 1@HEBEREICGT
BT LA T L, Cox DEIEE TV 2 A WS L&

it U7z,
# 2 |

Fig. 1 WERBIOEK T — 8 2R3, EREEOFERIX 10
AR 52 N 22 L Cwie s, 2 OfdERI1E 10~20 A
Thotce 7z, FRCKZBLRERZAON LTz, FE
REhroB4mE COMMIZFER L & bICERL, 405%R
TRETH-> o FEREEIT 10 FRARMEE TR MR
FHETHRASND Z NS> 7d, OERIZEHEEC
chance MR/ FEHR THA S NIz, RIRMIIROBFIZHE
I EEETHo 7D, SIMEO AR 10 RARR &
Z N LARE IS S R IE SN AN B o o, AR
DIMROFEE FZEHEDIZ D BRI H D, EHR
Cer & 10 RANGHE & Z U PAREIL 50 R DA LB % B & = i
EEEAL T B HAICH oIz, MET VAT v —V1HE, &
IgA MFEAPEER & 10 FARME & 2 W DARE I S FmEE i L
B 2 EMC B 5 Tz,

Fig. 2 ICIEBIMHRZE OB L 72 2 2 4 > ¥ v A
B, MBS, MRt AR 2R, AV F T A
FOMEFAEEE 13 10 i & 40 A CRETH o 7 hd, —E
OMEFNE A S g p o Tz, FERZE T 10 R L Th
DARE I3 SO LA Ef 2 Bk & S A 1E SRS 2 EA I -
oo AMARHE A ERIE 10 R & 30 AT Aohl:
S, —EDOMEANE A SN po Tz, Fig 3 ICIBHRE D
BT H 2 RERRBEILEE, global sclerosis, FHEIHRZ, #fik
BLE 2R T, Wihd 10 mREHE & 2 0 LAREIE 50 LA
ERER R & SR RN B EAC B o o,
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Fig 4 CBAEBRBOEEBERE~OBITE LR T, R
EPLI/MEE 2 Uiz /T, A7 a4 RENEFERZEZ L
BRIMALTze AT 1A FHIOEGHEL, /NEREET
37V R =YVur 1~2mg/kg, WRIHEE T 40 mg/H T
BALAEL, 15~2FE0 T CTHEZTIEL TWw2, T 3.8 4E
(HPH 2 & H~8.1 4F) OBIZIARIF, 10 iR, 10 s
TIEEBREEI 1Hb ANl h, 20 5L
AR L &b ITHEINT B EAIC B o e, SEREHTTIRT
NTCOK « BFHIREEHEEHO S 5, F#n(>305%) (Y
A7 H.20.8, p=0.004) & E R (>500 mg/m?/H) (V) A7
154, p=0.011) 23E M B ARkt 3 2 3L L 72 BB R
FTh o7z (Table),
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TgA BHEIE, 10 AR Tl FMR & 5272 0 IR I
FREOVEIE CHRE L, FEIRANC & AR B IR Z OB L v
VbW 2 2B RRFENS { A ohlz, —MC, LR
DEEEARCBEREE TR FPEAERNT EwbhTWn3
2300, DI S B RERFEIE 3 % 1gA BHE X B4+ T
* 70— ¥R EEOHMAINEEIREN AN TH, 20D
B IRAT R VEE PR N KE IR U, PRI R
Th 2™, SEIOMKTHEKE, BEERE~NOBIT
FI s AN o, 0EUBITVWTALOERD
chance MR/ FBHR CTHRENE I ENE L, A FY
LHIFIIEAERE 13— DA A S s o 72 hS, EHAR
BRERE, WIME, M2V AT a—ViE, & 2%0IidREkiE
wEf, FE, MEREL EOERMEREIIFR L & bIcEb
L7zo BEBET2NOBAITHNIE 20 AN £ TIHEHKT
Hotens, 20 LA Xl L L b inL, SRR
T HERHDPHNL L BRI T Th - 7o B LHERZ XA
BRI D RERTRV A A4 v R Itk EL 3
20, EIMEC & 2 R/FRENED LA ZAL TOAY > F
v LR A ORI, FHRIE I & 2 RERIERA D B
B/ ~ra77—YORE?Y, X9 rF T AEBAOIRE
DWED e EE2N L TR EINLEZ e, AU F
7 AHIBEHETEE DB VS S T K TH, EMERLEE
IMUAE D A HFSEEE D i s i fE CIB R ZE o e L,
BRAENE(L LI bDEHEZ NS,

JREEDSH L 2720, 1REED 5 VIR 2 KIEtE
LRI LD B 5, WEIMERA D EERO/NRREE T
&, A7 84, PUIMKE % ol & U7 G CIAR R
BoONTWLBEHR, WA, FChEFRE T, B
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Fig.2. Histologically active lesions s -§ 10
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- o, 1 2 =—memmemmm e e————
S 40 J ——
S g J .
E S 20 Jj ] ;_ -== Table. Risk factors for progression to chronic renal
= I i i | failure : results of multivariate analysis based on the
) 01 !

— ———— Cox proportional-hazards regression model

. Risk factor 0dds ratio (95 %Cl) p value
Years from biopsy
Fig.4. C lati ) £ chron 1 fail Age (>30 years) 20.8(2.6~167) 0.004
12. 4. mmuiati rcenta, 01 chronic renal 1ail-
& ummutative pereentage ¢ Proteinuria(>500 mg/m?/day)  15.4(1.5~125) 0011

ure
Cl : confidence interval
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