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A BT 1 KUV 0 o 7 5 2 £ 40 080T

W

JE & IgA B 9% (IgA nephropathy , IgAN) &%
P B2 A SR UL IR B /NI g , LAY 1) 4 & 2B 32
FE/H2.5M0 5, SEBR b IgAN % R 5115 S R
Ky R X — e R B E R vkl —fh . PR 2
LS BID 220 5 9 A S s TC e R IR ) IgAN 114 22 95 8 ]
AERTIA 1.6% 2% 4a F P IR 2 1 1gAN I A5 2 I
AR SE G PROGTE o FEXT T DRAG 5 1Y) S8 3 1Y
WS, RS A B B IR , 28 B TE A BT IgAN, Fifi
J& B K R AR 1/3 DL RS R
SER G PRI L6 IR R WG T IR o AR,
TEIm PR IR G 28 AT A — 8o B & R J& oy ik
PR PR LR A (51 B RE =R X
IgAN IGYT , FEEAYPRERAE T B I I BEDT (10
LR, DIV AR S IR ER 2 it e i) | . —
TP Y [a) 2 11. 8 48 1 Bl U7 BIF 98 45 R R Bk
IgAN A 18 T XU & 53l A HEm 1.9 £, ARG
flii B /NER BE 3 % (estimated glomerular filtration
rate,eGFR) i AR W] 7 o XA SR 420,
METhEE D E e 5, XF IgAN IR YT T2 A9 B T hg
BI7 L 2R B MR Y

IgAN (I RS R N B & 2 il I 22 il L D21 F
Ji& B Pes RRAAE R RS . 125 20 ~ 25 4E2Y
£ 25% ~ 30% 11 /& K 2R W E % (end
stage renal disease,ESRD)®', I, HATIA N T
ZEVEAL IgAN BHIZ IR G5T6 YT B Be i 950 12F Je XU
R E B ) R, T L HE IgAN B W 1R R 5
TR R I A 1) 2 R 1 i TR 2R AR T AR £ 1 RT
RER TR E PR IR YT I 22 2, INITTHE R IG YT I Bl

1 IgAN FHEJR 1 AU PEAl

IgAN (11l RN SR E MR, RO 7R — L2 K
HRZR fr g 191 C LT3 B o 1E PR IE 8, PR AR 1 HE:
FIEHR MEIEHR) o T RART IgAN EE T 2R
7 LA 1B 450 B 2 2, VAl IR £ 8 5 A A 1 JR 1 XL
e e DN st U R S 177 R3O =71 | (1WA
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LS

R WAL
AT AA] BB (48 15 9% ( chronic kidney disease,
CKD) Yl (fU 45 GFR 1 F# A% 2 20 214 5 A5 3 )
R RS R RS A0

1.1 GRBUGHERE &R >1 gld"") ek
B ( >140/90 mmHg) " (GFR 241, % K
R IR AL TN A AL 2 T AS R PR 2 A4 2k 37 i
T BRI 22 M R IE S R I (o I RO 11 B
FIR, Z N E 0w & R 12 Wi 5938 1 R K A fg
LS R BE RS BOESE 6 A e 2
HHEE (time-averaged urinary protein excretion,
TA-P) ] BB 5 G f T 000 R A 5 A 101 o RO fe
LN RER >1 g/d, B R ZMB06Y7 5 TA-P <
1 g/d, [FIFER] IR IS B A 4 R TR EI Y 1 155 4]
IgAN & B BE T ITF 5T 7R : TA-P & IgAN fi B 22 (1)
FHIN B EE A FE B 2K, TA-P >1 g/d, ESRD F{ XU
JE <1 g/d 9.4 1%, 2 <0.5 g/d 146 5. i H., TA-
P <0.5 g/d W' MELS RILT 0.5 ~1.0 g/d 1Y
S R

fe ML A IgAN S JE %) 2 37 A B PR 2R, AT LA R
FEBIF AT B B, i 4 16 6 IgAN 5 U 445 )3 174 [0
JHEAIF 55 %, 96 R HP oA & A TR LR S e A 4 T
FE R B IR S A PR AN S ) A bR 2k
FEE S

A PR YR FE I 52, B IS K I Y GFR 5 ESRD
B RS R SRBG o AL, o5 {6 A 1) B LA A L DX 22 031)
nfE X, # it 50% 19 30 % LA B B4R IgAN 152
W T E A CKD3 ~5 112" 7 M7 90 3 I 5 375 A
ARSI (4 CKD1 #1) IgAN Elgeafiz > i
HIF U B8 B WK 19 GFR — & Wi 5 Sh Rk bk
PR . B R Y eGFR SIS 1 RIBAEZ N RS
o R e

F R R 86 1 bR I 015 2 5 2 15000 5 ) R ik
BT GFR™, [ —1ifu 45 332 44 IgAN H# (1
BASI R REPERIE ST, 5T ARG 3 T R N &R, R
FIR =1 g/d IMJE >140/90 mmHg ™ & 141 2412445
55 R VT — 4 a7 B ] B4 XU P 43 ( TR) Bt LA R XL
B AE R 0.1 .23 43) , M T 0 28 3 [ 2 0 ke
10 4FEF1 20 4 J5 PIFE T-AB AT KRS . i WE 9 & 30, fE
HE N0, BIFET- S BN R AE 10 41 20 453 5]
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H2% A% A —MERFEE, 535N 2% 9% A
2 MERRZE R 7% 1 18% , & R0 A 3 A faks
2, N353 29% F164% 2

BIR—HIRRWTHIE IgAN ik ek ih , >k
R AR IR YT I ML, H S PR AR YE G E “ IgAN Ay
By R KU IgAN I R E A BEAH 2 5 2
WE. GHLE L IgAN” BAE , — 48 B/ NBER AL L
Bl <10% , ‘B /N [0 R 4EAL <5% , TR G ik
JRURSE , (L AR SR AE B0 R B AR 7E R R I IR B ol —
DIReRE B E AR s L, BT IR 42% ~52%
(R = B R th I, [R)RE $ 7 B U 328 Je 0 T 5 A
Mo EJR, fn R b L 008 B e AR A FR I ARG A e B
SHPRSEPEILIR , 7] B9 L IE 7 S L4 IgAN” 127

TAN B ER T OREIE A S, FORTE
IgAN I R AR i LR 8 ) — (AN 7T 3 s e
% ESRD, X MMEGMEES, RET @i, &
TIRE SR IR % 1) F8 3 BA S Ay Bl 17 W 52, 8 K R R
T P 0K X — B S 265 wmol/L, 1T H A< [ A
FENE N 176 wmol/L, /] fig 5 s Hb XY 22 55 K.
WIS IR 1 76 38 B [ 9 65 2 /i, 5 00 A8
JR >1 gldJEit i E ESRD sz fa R0

PR AR BE A A BRI 5 (8o 1) 7 1) FIR 1f bR
KAEE RAER TG A, X B /F2 B0 H 401516 o 1] e 175
PR Ay e W4 AT IR I DR 19 833 5 A, BB TE IgAN
TR R B . — A NP R Y 1gAN
HA RIFRBUGE o R E— X — AR
S92 A H BB 58 8 12 % 1 58 35 A B 5 1
()i R 2K ,29 % IR 1R , 32 % B i 1, 20 %
RHEBEIRER 4P Szeto CC 21 %t pREH N
MRFIHE IR <0.4 g/d BB FBEDT 7 ERBFE
33%MHBFEEAIRMEZ E =1 g/d,26% K& L
ML, 7% BB LA B I RE AN 4, o5 Ah i i 1A E 45 4
FNWAR AP R &40 22 BUS N R 7o SR T 2
fe B PR F AN 2 IgAN I A 1 %0

1.2 HLUETUGTRIR VRN B S
B2 IgAN I AR A Hh B 28 DA s 2422 £ g
WU 22 55 T AR OGB4 B, IR 3 T AR 243 i
Joi B 55 I PR TS AH CHE R FE . DA 2 1 B4 (oka-
da. Katafuchi) |25 4 /2% % % (LEE .HASS %),
HRAFAEVE 2 B AR R T8

4 MEST 2122 0 R ARG 2 IgAN i
JRUREE T8 — R 040 o BT LA D BE T R
eGFR % 50 % a2 2K 19 B 7 S PEAN T A 24
HOFIEA AT S T R BN A (M) BT

HHUIGEE (E) 1B /N ERBEAL SRS % (S) VB /NVE
RN REF AL (T) by IgA B T 000 114 41 2055 B
SRR T XN R ARG T HEEIR <0.5 g/d
Al eGFR <30 mL/min - 1.73 m? 8 #, &
GiaefmReS 1z Huid T A 1Y IgAN B E AT A& R
o Wiz RAGI TN FE M E 5 TN AT (E 25
WA—E, S M EABAT B2 8 S0, 7R A Bk
WEFEH T A8 R —— N5 — S I F 4
7 A—BEEGSIE G VALIGA BFSE AT FEBEF T

B /NGB H AR IgAN TS 52 e [m] AF A 7 7E 4 33
HRZR T 20 08 5 B LS R pH 56 D8 2 oo it
AT R FLTO . TEAR W LA S, R R B
T IgAN T J5 1 SCHK , 31X A HE 55 ik B 27 500 #E 51 S8 Fl
B ARTE U %5 58 0 1oy B 55 8 9 HEBR T bR s 3 e
R VNGO R DRR L SR kN DS & A Lo K Y N
ZHAA G, HEIXT1 026 44 B IgAN [l J5 P A 5 Al
KB B A 5 P A7 3 R 3 BE 25 2% R A 5612
H AWM R 7s , RN A 1 4FE N i J 22 ESRD 1Y
IgAN , ZICGe 143 B8 7 7 AR FI/ NG 1] o s A8 2l
ST TR B R R R A R 5
Je PR TSEIA (L, o204 A 22 Rt it J o 481, 0647 i RS
PERF G HE— 2D B0 IE . FEIRZE B S0 A A [FIAE Qi

I S0 A 4 BRI TS 2H 2 (kidney dis-
ease: improving global outcomes, KDIGO ) #&
T 2T T INBRE I A A S, IV 0 2 R P R LML
W T ) eGFR SR XS FTA IgAN 1Y F o E 1 T
g 1 R 1 IRURSE TPAT o 1 TC KT8 ) T S PR AR 52 45 2R S
FEIG IRV P g A MEST $F45, &L H., B ffi7E MEST
Hig— B S8/ NE [ B 7, 2 A Al eGFR
T AP TS S22 A5 T DL A R A DG
5 FERIIE S

SN IgAN 18 SHLR Il DA H A2 22F JR 1, 55 1 A s
P bR R DB T8 5080 ) XoF s 1) ) e 2 SO N B 7 3k
b I R A (T B ) |, TESE R 2212 1Y IgAN Hh
JUHAN . “FEAE IgAN HLEIAR Z BRI, T B RR B
B, B RIES A48 A5 IR IgAN 19« 7 5E , o m]
RER“ G2 h i — B B, B VIR U S R B 2
A5 A Re A AT Re L

2 IgA BRI HAGTT

2.1 ARG LIARHY IgAN A A K Bl FE P I
PREEIN L L v 6] 15 KURS: 32E 47 # 22 , Floege J
S AN RAL B I DR T LS 4LET T, S8 IgAN
SBE NP A 3 RS AR RN fE A .

RS2 BB A ETE R B IR S8 CTE 19 GFR Al



- 506 - HEPIELS S

%% 2016 4F 4 A 55 36 555 4 ) CJITWM, April 2016, Vol. 36, No. 4

ER I . X85 A B SR FLAE R U, JF 00 28
BIHB AR A YR

G R E AR R E N E IR (2808 O >
1 g/d, AN >0.5 gid) , X — 4B HHA & IiLE
PSRN GFR, EALBE A —H 0 T4
HE L MAT/EL I IgAN B 2 A7 7EW] (% CKD ()
eGFR <30 ~50 mL/min - 1.73 m?®), XZHEE %
THRUER) SCRHA ST

CHRRBITTR EZE IgAN HERE Y — R V45 i, X 4k
TEHAS I IgAN BT RRAA (1, 2 6 H F Brf B /hekge
o EATITE KDIGO I RS2 et e 5 T8 /NG LA K
KTF CKD IR A i e 4n g 2 . kit
H— A% O R IR 1 I R R, X 43
TSP bk R R dE T IgAN &7 ), 7E A AL
IgAN i 45 S5k 2 % AL ] 77 (angiotensin con-
verting enzyme inhibitors ,ACEI) 7EFH 1E ik I
AERA A, XA — Lo Hi e M AL 5 A5 2 UE
St EETH I HEIESE ACEN Fl M 45 5 ik 2 52 (K BH
| (angiotensin receptor blockers,ARB) 7£FH. I %
it B MER e 2 R I UEHE R B IgAN [ ikE 5
ACEI Fl ARB Bt 1o i HAB R AR 3T Hilfi e , A
JENEINERER (MR T IgAN) AR 45 SR T
(1, SRR A O S I IR, PR LG 3k 6 T e it - AN
B

ECA R E R R E R H) GFR, X /M43
FEIR VBRI IIR TR AE BT H AR IgAN 1 H Al 4R o 215 Y
PGB Ie .

AT 42 2 A9 AN [0 05 7, 2 3R 97 dF 4 IgAN
HEZNMS, ST TR A RE RS kR
4 ESRD /Ko — IR By B 45 1, IgAN B3
— H M WUEFE £ 1T+ 2 265 wmol/L, i B i WLEF
AOFHAE 3 ~21 A H RIS AR, — SR Y
WEE LS AL 7, B il AL 7K P 3 33 S [l A5, an
BT LIPS RHBYT  JLAE N GFR RE4ERFTERRE 1Y
KT, KDIGO 5 /i #f % 24 GFR F [ % 30 ~
50 mL/min - 1.73 m? B30 4k 2L X HRHRYT , BRI
ST CH ) B % e G T RE E TR R
SEEEH BRI R AT T, B AR SR MR T R
PR AIRTT  Be —Fh ki . B 2% E R 2 CKD4
LU e NS B RRT=E Nl b7 R M U W 5 < S 7k 2
MHREST 1IgAN # 5T 2 HEBR T GFR <30 ~ 50
mL/min +1.73 m? gy &, KoM A L CKD B, i
1] CKD 7 I e il AN B S RE e i o

2.2 IgAN WIFRRIEOL  30U7 DA b2 ALY

IgAN” (730 697 . IgAN Y, A7 —28 2 H A K
PRI O -
2.2.1 AW 5 # s (acute kidney injury,

AKID) IR IR IgAN 8] 7R i bR A AT A Sk
B, B AKI S i bR 51 i) 20 /N 8] 5T 43 5
MR AR IgAN K FOA )7 5 B0y AKIL JE & E#
w2 IR SRAYT R, BRI A 2 ~3 RN
RO MWK A, St B 3 AS: DA HE R B H A IgAN FE
BRI RE R AT e B B AT

2.2.2 FHHAMKIGAN  “Hr AR IgAN” —ia] i 4
L T B B R A B A AR 220 > 50 % 1R
SR /NER B S B /N ER S AE , I IR 22 S E 14 ' D e
AL, X B B AE A4 MEST 20 FF 7% 1) BA 371 Hp
SR, ARG B AR HERBE TN Bl S5 o B H Ak
IgAN S TG gge il 5510 1) S A S B, ARl -T- 9 et
P 2 B BT AR ( ANCA ) AH 6 M I 4 48 01 i 1 1.
B REEA RIS 24, v e R O — 2 % ol B H ik
IgAN RS =7EC BRI IgAN 12 PE/NER FI/ NS (]
B Al b AR EATTRELAS T R I G IT e
BIIRer e e . oy — PP R T RE 2 R I, R R
o I AT T A4 IgAN A58 At 28 78 7y i A4 4% rp B
B UL, B A i A

R K a0 W% 1 B 98 3 FF e s 0 i
FFAT4 B E AT T BE AL X IR a5 5 5 e A
IgAN IIGYT IS 5

2.2.3 |98 % A 1E ( nephrotic syndrome,
NS) 215% ~10% 11 IgAN 83 H 30 B s v 1 1) 2
R, I H H A Hrh— /NGB o A J S BLA ) NS, NS
MR AT RE R R IR Y, L B2 R R R B R G A8, M
— IgAN B HITES /2 IgA TE R X T, X AP
DU BRI/ 25-1IgAN . o ie & i A\ 8L
JUF- B BBV MRZE-IgAN JR 2 1) NS EIXR A K
T SO, A T S e R R B AN Rl /NI
MR UL S — I W RIBITT E WG A ERAD
IgAN ) RCT WF5Y” L4430 #7 %' . KDIGO 4575
PR U N A8 -IgAN R FH B o e R VB 9T (a2
T A VE N ), e BAH FIRIr A6 IF
IgAN FI3/INFRAS . SR, IQAN I IR I B 25 &
FIE LA 202 3 30 Sy A 155 490 4 2R 544 A /N ki £k
LR IAYT TG S

3 RITRRT TR S

IgAN 5955 1) HH 29 DR BIL, 220 R 2 g 5 e 2%
TESY L I, IgAN FRG L, fUE T 2t Ao o B 2 18
PEAELE B B, RIS R BR80T L o i AR
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R

BB AR TAE T SR B bR AR 27 0ie
BT, AT IgAN & A9 B2 v 43 a2 97 A2 A
ﬁﬁ[&—sﬂo

T, IgAN (IRfEd 5 4 AL (1) fli SOR R E : 3
it E AN, Fre MR R IR /s A DR E AR,
Z, BT, IRE AL KA. A R S iR
FEHREAONE  SNEA S, RIAT R RIS MR
P AR, (2) AN 2, BT R KCHEIE : 22 3 I
PRIGE [ PR A2 B B B O , O JOT A, 10 1 PR
KAR T4, HLLS ML, &/, kA gk a5z 8. 1A LA
PEBARE i WmAE I, (3) AU RESIE : R 3 5 Ah
J& I Z TC Ty, H T, BA IR IR A, & AL,
TR R, 5 B B, DR 5% . 16 LA <
FRBIEE  ImAE s, (4 ) PR 55 , AR L AIE - 16 R
R AMIE = 7, mEICHE, BT M RAW, oA E
PR, BCA R 2, KAEJEHE, 55 B N, O BRI, 35 5
R DA VHIR KA SS o IR AN TR A 2, I E
T

IgAN FfEZURTRTT B CHEAHE, LA H KRB
3k

H—ZRi% 51 IgAN , G35 571 15 LAY IgAN, B
FEXT 22 A 1 IgAN ST 10 HE B Sl R G R B L2 AR
HAAHWBAEESNERZE, IEZEIETA R, KA
MRE, WIE S, Ih R R IR = 0, i M, H
T, IRE L kA58 . P g LA b P i R e sl i1 15
N, SN VSR 6 S |, Mg ile R IF R %M. ik
DLt R T PR BRI O I IR RE IRk . G2 iR
TRYT SR IAL AR , WD KGR B 9 A5 ', 5 DA g KU
B, DV B AR 2 RIRGEE RS s Bl DAV AR DAk h R 2 1
P, By DAY PR LI A2 2 VR o B B 1) B 1 DR R
AR BT 1Mo

HZ it R IgAN , 2248 50 B & D BE
B3, 8 GFR N [ & 4F > 15 mL/min, X} ik & &Y
IgAN , SRR EFXT 5 IgAN 2 J& AH 56 1T f——12 $1
PRMLHEATIR ST , LA BEL ¥ 5 9 12 o 1) S B L ——1
SN2, I DU A S 05 L, AR, kR 2k
RE“ AN, SR8 25 AR IE A 55 0 1m0, 1) ik ek
HEGEN R B e v ) e . IS R E BEIE 2 )8 A I
X VIR, I PRI IR W (R £, B Y RE
HEATE T R, B = ), R RS, BT
W, AN 25 R B, BCE R R R 4, D IR B
PRIG, T ARBER, s sk iR, & IR, k4 5% sl i 4
oo VAR SUARBE TS L, VRS b Rk G s

Fi—2E R IgAN (1) P AT E 3, AR LR [ R 1
fe I B RAE B D e B UE R M AR
MRS BELIRE | I R 22 B0 B 2, B0, R A e A, il =
J1, O BCE G2 (U RRE, A R, B
JTHE DKL BT o N ATRZ S IR AR G I, 1k
FAEIE R 1% R s

IgAN S, W ITCAXT e I TR BEIEIT IR R . &
FHINK B G L B AE R B — 4L, o EE 2 S
CHili BBL B ) LIRS TR, St B B R 2R B AE, 8
A KGR IR SN N AR . R DA 25 AT I, )
KT b R B AR LA, 24 Bl UE I LB XL A R
Sk, RT IR MR AR 56 AKI, SR IE MR 2 AE,
SR P 25 ASCHR IE  [R] S 3 B 3% I O L i B Ak
IgAN (1380 AR R TR E , SR BN B DI BE iy P sk ik
JREL R AKI, R Z AL LU MG sy, SR R S
MO 25 fdt T, IRl s 1 W BRIE s SR IIR
PR, BB AL, = FEAXHLASH 1R ok PR BE £, AL
I 2E U DL MK i A R DR, A i A 0 5 3 ok
e EARTE TS, ) B S o YR vk AR BH
T B, AR E W DL BR I, 2D PREETE IR,
JA B KN, FEREL A, THRE R EL, IR DA A =45, A
B v , I o 9

T ANESLIR P IgAN BEAETE £ 0N >
BT S B0, R AT A BN B B I R AR AR A
FEE (HUE RS o SE AR 4%, SR B IR X R Y R
B, 48T JL A0 o] W TN , B T B ek 20 i Je IR 2%, B
WEE BIGIF A B 25 2 B AT AT DATE #M O 9
5 YT g IS i 751

HAT IgAN BE T 26T AR 1L 8822 GFR
MR o TEMRSE B, 8 IR s s AT 2 & A
HIARAGE R (s i GFR L ZH 245 45 e ) |, 44t
T — TG R R RUBS PR AL . R R & P IgAN T A
16 3 FMANE O 56— 26 G 4L E AR 3R B2 Y DR AS:
SEHVIER M GFR FIIE & 0, A 75 2R A B Vi .
S8, B AL A TE BT I Y B MR B R L IR
(%) ZZAZ AR GFR, X 2L B LR A SRR Ik
Wik XA EFE B4 eGFR <30 mL/min - 1.73 m?
1o JLIIEAESEAT A B F0Ks B PP A 25 [ i 25 A
R E R IVE . 20 =28, mfadl B B R Pk
FIM) GFR, ] BTG 25 A B b S e I G 7
22z Xt IgAN F 0 DR 9o AL B AR 3k i T b3 — 2y it
WL PEZZ 5 IgAN BVRST IITR, i it — 20 74
I AR IR T Ik
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