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Immunohistochemical markers in human renal allograft rejection
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HIRKE OB T OERIZZILIcH ), ZOMEE
ICISTERAE RIS X BIRBES WIS R 7\, Z OWRELRS
Wik, EBRICEREDSHED & 0T\ 2 AR B2 Wi
BRILHE (Banff 73%) 23\ S 41T\» %, Banff 737%H1%, 1991
HAZ A F ¥ D Banff TITH L7z Banff 2% 312, Solez &
12X D 1993 FEICFHEEL I NI, Z DD Banff 2FIEHHET
B S, 20D EHOUGEINED 5 NTWw 5, BIED
Banff 77813 1997 FOUGET /38 2 HEIZ, 2009 FEDOUET A3
bolbDPERIZA>TWEY, ZoSEHOEN M,
TEMEEF i % So 2 oA Ry & FR AR I X L 72 2
L, EOLE Z O 2B L T, YURBIHAE K
Ji> (antibody-mediated rejection) & T Il BE 87t S I (T
cell-mediated rejection) & (KB L, Z 3 Z 2 pBLAT R IC
koAt EticoE LIt ich b, BB ORERT
ZHHMEIC L 722 & T, IBIRICIER T 2B IR > Tw
%,

Banff 7B SN T 2 A~ — 2 —1% C4d D
HTH D, FREOPREROZITY, kAN ~—2h—
ZRES 2 2 L TRWOBE L A EI¥ 2RI 1T
HbNTVBD, BHIOLDICEALINTVEHDIZRS
NCTw3, tokilirn~—0—=—>3->Tw3 LIFE A
2023, ARFTIE Banff B H S 41T 2 Rk
2 —H—TH % C4d ZHDc, BB O HEHSIG ORI
Wr D 7z DIZH W 5 10T Bk AI ~ — A — 12D TR
T2, IFIFAMBEN~—h—DFHET B0, 205
%, HHSIG O IR 2 Bl § 2 e D~ — A —, i
FOBIC & O 2B U 2 Ml S O R EPHE I T 5 REED

RENFEVNEE PN

PEZ I 5 7-d D~ — A —, HIEORRMIECHE Z2
FET 2 2 & CHIBANRHEO HZ 10 LS 270D~ —
1=, D3N THEMY 2 LML LTV, ZNEh
IZOWTIRHZTT ) .

EIRIT D R F 2 T 5 fc o DERFERN
N—Hh—

M SO Z DAIZ AT IC X D, T HABS ST
FOt & PUARBSE BSOS D 2 DI KBS LT\ %, filfig
FHTTFAET % major histocompatibility complex (MHC) #t
J % B & U 7290 R - —Fi4% (donor specific antibody) 2332
R DOFLARBLHERM SR &, PR IIEIC X - THE kAL
S/ T Ml TR O T M BER R SGETH 2, i
FOBDEEZRD 12510, 2 OWF 2 W HUR D> & Gl
T2 ENHEETH B, KT, RIEMIEDHEE SR
HEBAL, AHAREEE DRk K D OGEHD AT X 22 b ATHE
Th 503, FEEICIE, mFEVEML ZRBR 2R LD,
MEDRIET A2 2D LIFLIEH D, PiikBhERE SO
& T ARNERE R R SO 2 FHRE I 2 2 &3 HEL v,
Z 2T SOG O T & Gl 9 5 7 o DRI A~ —
A—DIEEL T2 B,

1. MABEERIERRG

PUARBIEAEM SOSE, TSP N F — PR DFED & bt
EYURE ARz N U 7R DTEMEA & Z U RE - 72 SORERT
2RO & 5, RO IR, T LAYRERE
(classical pathway), L 7 F > & (lectin pathway), &5 - #%#%
(alternative pathway) ? 3 D DFEEEDIH 5 , i HLURERE X, il
RIS Clq PSRRI, WIEERIYES C b
MEAIHGTAILETIHES, L7 F R, WEE
il O I g h o EGHEED (v v ) — RS
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L2F 0742 V)WMEGT 5T LT, BRI HA
WAL S 0T 2R O AR IR T C3 295 (R 21
NEAT S LTINS, IEE LS AR, R
koA 7 =1k, KAEMIEEE, JWEERAOEEGE %
HET 5, BT A SN 2 PURBIEMRIE AR, 1A
WEZHIIEIC L R — Yl aT 2 2 & T, Itk
U THIfE DG LS IUER T 2, ZD70, 1gM ® IgG
DHHES Clq, C3 % C4 DHiEDOYFE 2 FOLHAREIC X D

R 5, LaL, BAMEESPmRE 22 hiik B iE
HSOE DB G2 RN T, MENEIZINSDRET 1 7Y
VMR OMERMERTE L Z L3P, IR, A%
AN CIE e 7 a 77 ) v %R 51T shedding 12 & D FRES
szl TR E AT 1 X > TR
SN ZEickabnEELONTREY, 2L,
FETEHARGA R T H B Cad ZEMICH 72 ) JRIPTICHER
T 570, HiRBIEALE GO H 2 ik A2l ~ —
A=tk oT\n5,

1) FEREEEMDE (PTC)AND C4d DILE

PUABTEAGEH G OB WHE, IMFE DL R F —hifkokk
ORI B L7 2 &, #liAEOIEMEILOGEIL % fHAR AT
12 C4d DILBICEVFET 2 2 EDHREIC 2 o722 &,
PRAI G LA B A SOS ORI & 725 72 2 &
12 K D HENL S N7z, Banff 78TIE, C4d DL Z G5 RANE
BN (peritubular capillary : PTC) IZ58 & % Z & 23iiREd
HALEH RO BWHIC A & > T b, FifkickAL T
a7z Clg 1 Cl EAERORERETH % Cls %
WEHALL, R ) v 7aF 7 —E0ER SN, C4 95
RUER T AT NIEE o 72 C4b BRI NS, C4b 13 X
512 Cdc & C4d ITRI N, C4d 1ZZ DT AT LI KD
WEIIC GRS A T 225, 2 ofSa 3 miikoimE(bic X
DRSNS, 2070, Cad IFHIETRIELOFEZ
Y “foot print” & L THWV STV 2Y,

C4d IFIEFETORREA S v X7 L ~DUWEZRD
%o SRERIARE 5Tl RIEE A RIS B L TG &2 & 508,
VN PTC ~DLHE ZFED 72\, WD fsHzL— 7
A RC, PRGBS MU A N A B EAE (thrombotic
microangiopathy) & #HEJ L T PTC ICILE T 5 2 L 5 dH
259 BHHE D Cad DULH X Feucht & 12 & D I #
&, Collins % Colvin 5 1T & ) YLk BEAE G D2
W BRI R A MLk~ — A — & LTz S ™,
2003 4E12 1 Banff 23412 PTC ~D C4d a5 3Pk B
RS OBWHAE L L-CamEn, EEEO &ML o i
124 D PLiAR B EAL i SOR D2 W7 IS C4d DR H G S

Np L)oot JEPlZERD ) BTV ODLDIEEA
bHIGND KTk oT,

2) C4d DFHHEDf=HDEBR

PTC ~O C4d VL& 13 BB ARFHIEIC 4 6 X5 %2 2 0\,
C4d DA DRIELZ, BAl 1 MM o5t - —hifk
DLV ERBIL PTC IO F A GIEGRZ 29 5, 181k
DIEFITIFHRICUAE T 205E0 S BT 5720, EDH
J& % “absent, minimal (1~10 %), focal (10~50 %), diffuse
(50 %~)"1Z X453 L, focal ML E%iEfl % Btk & L THi> T
W3, Fh CAd DRI T 7 14 VYR O R EERDT
RETHITH) T ENTE D, YA 2 o 72 306hige
Bk HBEMECY, 8T 7 4 YISk B Cad BtERE
DFHIIC IFEEPBETH 5, /87 7 4 VY2 X 5 C4ad
RODTDDOTRLEI N T2,

3) EBERGREERERRINICH 5N S C4d DILE

P RSS2 1 transplant glomerulopathy % 32 & $ %
24 JE A4 BE 3EL Y 1 SO (chronic active antibody-mediated
rejection) & M2IERMIMEE % 9 2181 T B R
#u s (chronic active T cell-mediated rejection) 23& % , trans-
plant glomerulopathy &% BRIAFRETEED O £ AMED HAL
%, SV RIMAEE (X BB SOREMERE 2 £ 9 BIlRN
IRDOFMEVEMLIE 2 R & 5 2, 4K, Cad 1T RANERIS 2
M DSOS TR#1% 12 72 % 23, transplant glomerulopathy
% 59 2 12U G A B E AR SOE T & R BRE S PTC 12
Mic72 212, %72, BRI D protocol T C4d FF LAY
69" % subclinical antibody-mediated rejection D {F7E b 15
NTw2Y, 2078, 2007 4ED Banff 2T, 1BHEGIHE
BEE R SR O 2 MR HEDS I I S 1, DOIgPkEREE 2R
FHHLA% AT L (transplant glomerulopathy, PTC J&JE D % J@
b, FEVELRHE(L/ PRAEE 22400, BRI OMHEEIEE), @
cad Bk, GFL R F—HilkDHE, O 3 20 gi L
BE SNz,

4) Accomodation ICH 513 C4d DILE

ABO MR E & B Al OBREE B Tix, £ 30~
90 %l Pt BRI SOS & B D 2\ C4d DS % iR
DTV W, HbEE % b7\ Cad DX, 1BYEH
JOG~DBATOBME P & MBI L Tuiawn 72721,
SRERIARBAMIMNE 1 diffuse global pattern (258 < L& T %
D 3 AVEGUARBLERIE G2 B9 5 2 L bman,
ABO IMIEIIAE A BB O Cad Y& DFFHSHEL Vv b
D LS TV D, WHEREZICHNT 2MHEES, wbw2
“accommodation” DIRFEZ KL L TV 2B L bFE R SN
T3 17)0
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5) C4d EEEOMARERERRIG

e, BURIR 72 transplant glomerulopathy 586, 4 — 3
7 A (OMICS) TN M fE D G AL 25T S 7= g vk fi i
BB A SR T, Cad D RETERI 23S S 7z, non-
HLA Hiff12 X 2 HifRB R HaHE SOE T H Cad D23
Wi SN, Cad BalED Yk BEE RGBS AR DL iz
T 52 EDURENT, T OKEF L U TR IEE AT
AR BEE IR SO D FEDE T LT\ B, in vitro DI
Do l%, ¥ P —YEsEEN MO E 2 28 3 ¢,
FIEVEY A P A A v, RERTPEE S OB Z S
YIRS 2 FFE T 2 2 E R E i,
C4d DZWHIE I3 2 BERT S T 1T 50, C4d DIE
Wb 6 F MK 1Y 2 microcirculation inflammation
(glomerulitis (g) % peritubular capillaritis (ptc) Jscore 12 H &
ZEC BRI IRBEIN TR, £/, BYEPURREEE
MG TlE, BAEE O RBRIRN S PTC NIZ CD56 Bl NK
MRz ZD?, Mitk% /&3 NK Ml LT
TE 2 HEERE S H D), cad Bl HUAR B ER A OG
DERD—21Z NK MildDBG-25F L Tw 5, LaL,
NK Al ix G bic X b CD56 23HAT %72 %, CDI6 &
T-bet Di# 2 Hv> 5 7 £ RN T OIETEIL O Al 13 1K
T, BED L A NK MR R~ — 2 — b FEE T,
Wl 2= —DEVPLEEN TS,

6) I ') XY 7 (eculizumab) DAL Cad

I 7Y X< 7 (eculizumab, B4 @V VYU ZA®)X, C5
ZEHHET 2 8HTH 2, FEEMR IR 3B 1T
LM LR D N, KFHTH 2010 F 6 HIHKR
ZZF T3, Stegall 61%, BBfbicz 7V A< 7%
L Pk Bl AR SR o FEhE 2 Hil gl L 72 & & 2 iiE L
7220, MRD T E DS, T2 X THREGEETRIM
R > —Hik2 M, kT cdd BBETH-TH, BiE
PRI E & AR EDSBHIE S 4, HUARBS AR SOGHS
T2, 58, FAFAFEIIEU 78 LWk
bRDLENTWD,

2. T HHBIBERMEM RIS

T AR ERL A S5 1E, CD8 Pt T M2 34k & 72—
7o SAEMBENE I RO T s s, Zud, PR
Ik o TR INLPREZ F A4 —7 T M8k L, Thi
1253 b L7z CcD4 Bl T filgss cD8 Bzt T Ml % L b iE
AL L 23Sl 2, T MBS ET S 1L S
Mz sERIR 2 A5 oD, R TIE, 260
M, 1HMELOREE, MRS ORI 2§ % 2 & I1ZH
W L%, 22T, M —Ah—2HWT, &

filh 1 44 127

T oS, TEEAL, MRS ORI OV T OGRS
HED 5TV 5252 Hifl ORI & 5 1 2 2 T
Mans 3tk Tcdh 5 Z Eh 5, CD3 B T M, CD4 Bk~
oi— T fflifd, CD8 Btk T Mldo gt % 17
9. TfEOEMELIX CD25 CHER T 223, 87 7 4 VI
ARTORMITE L v, BEERTO T Mo l: MIB-
1 % proliferating cell nuclear antigen (PCNA) Z 2%, X5
12, MEEEM T MO MERRIC X perforin % granzyme B
DRAHITI DY, PRDOEBR I L6, TIA-1 D
Gt CHINE N ORGSR ORER 217 9 Ml E
T MECHi I K 2 RS O LI TUNEL B4tz v
THHIT 22, £, fFhEke~ru 7 7 —OBEERDE
FEA R (S DT BEAEAL SR b BT 5 720, Z
WD 712 H MPO Ptk D hFEk (BERIER) %> CD68 ik D
~sn7 7 =Y OREETI®, Plasmacytes-rich MlfE{EH
MG ORI o [l %2 12 1d CD38 %> CD138 # 5, %
RIS KD ) v Bk R 2RO 2561213, ®EOH
MO & 2 iEEER T MR TH 2 DA, BRIk v
SUMTEPEEE I K 2 B L ORBROEMTH 2 DH DR
WAEIN %2 %, MR TD in situ hybridization % JH\>72 EB
virus-encoded RNA (EBER) 12 & % EB 7 A )V A DI &,
CD20 %> CD79%a IZ & % B i) > S EOMER %2 &t 5210

VU SEROMERZITI o 7 A IV ARRGIC X B [EVE BRI
b BAlENLEENL I EBHoNTVD,

WA, CD4 Btk T MM HAE T HIAE (regulatory T
cell : Treg) %> Th17 M7 EDF L > Tcell ¥ 7 v kA3
[{%E & N7z, Treg 13 CD4+CD25+FOXP3+T flfid#t<H
0, Wl CHRIBEIEERE 2 H > X 9 1 BE S T B INTENE
HilgEYE T MM (natural Treg) &, AR T 2 DAY
BEEETHA — 7 T filad S o3 2 FE G T
Jit (induced Treg) IZ KA 41 %, Treg 1 T MGk L%
Y, IR ICHIRE 200 T H 2R ROG % B < RliaRE
THD,IL-10 % TGF-B 7 EOMHIEY A b A A vz e
T %, Th17 fifEE, #EIGEEEIRE QP RATO bR A
PEMICER L b skoB B2 8T 7 € h 4 v 2
T2, F7o, BIEEYA S A4 v IL-17 OFEEMIETH
D, HOREEBOBEIRICERICES L T\w»ws, Bl
BT d 2o oMl 2 MESERINTH S,
Treg (3R Mtlsas (< 09 2 1 3 S 2 I L2, Bl
WHICEWTH Z0RMEEEIBME PR EHEBEL Tw»
23030 L LT MRS SOG T U, W R
DEME TR EHBEE T PRARKTFTH L 2 L LIRS
N, 7 x5l MiasEE T 2 M E
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mes2Ez25H%, —74, Th17 MBI L TiZ, Loverre

S IFBHAER I B\ CTHUARBLH A A SOGRE 12 PRI bRz T
D IL-17 B LR ZHE L Tw» 2%, Th17 Ml Treg &
WO o FE I N, RFTOBREIC X > T Treg
DY IL-17 FEAEMINICZ#aI N5 2 L9 5, IL-17 & Treg I
13 SRR O SR I B M A BRI H B, T A HI
AR IC B 1) B FOXP3/IL-17 LB PR O EH 7%
FEERDIZZELREINTE DY, BHZFICE T2
Treg & O Th17 OFEEIC OV THH L T BN H
%,

EIRDICEDEUHREEDEEPHFES
NTWBREDERZFMT 5/cHDVY—H—

FEAIERIF I X D AR IXRE I NS08, ZOEEIC
LD ER I SN MIEOEZACRIEZ Db DD
Z Mg 2R I TV 5

1. AARFA Z (Caveolae)

Caveolae (X IMAE N AT FAAE 9 % 1E£E 50~100 nm D
fEBGARETH 2, ILATE—ALPRAT 4 v IRE
DEL 77 b O—ET, NOFEE, A LRELHIH,
S UFIVIRE, a L 2T a— vk, FEALEH 7z EcBE S
%, F7 caveolae \I /TR FEWHIIEN D JafE 225
MEREZAL 2R Z L, WO @ISR & U TR AR
ZH o> T3, Yamamoto & 1%, THEEF DM ST
D caveolae DEJFBICHEH L, Z D& T TH % plas-
malemmal vesicle-associated protein—1(PV-1) & 7 _A Y ¥ -
1(CAV-1) DFEBDZALZ BE L T 2, BAEE OEIEE
HSOETIZ, PV-1 13 RERIR B I P IC & FEBL L,
CAV-1 (% PTC TOHBIOD LR 2580, {5 X 5
NEMIEDOTEZ b 2 #HidE L Tw b, 5% D caveolae % &
OBNEE DO NEANEOBEEEDIH 6 221072 5 2 EEE N
%, BUEEEGL Z 2T, [, CAV-1 S AR L B
i & DBHIZ DWW, BBAE R F — D CAV-1 rs4730751
SNP DR THAS AA D6y, R EEA R 27
DRT B 2 ENRBRIN T BT,

2. Pentraxin 3(PTX-3)

PTX-3 (3, IL-1 % TNF-a 72 EDQRIEEY A AL v D
PR X 0 A RN, BRRHIE, ~2ae 77—,
MEZFAINGL, AP, ARG Z &, S £ 3 Al
NCTREA SN 5 RAERIGEEATH 2, JTH 2 G0 R
TG T 28RN A —H—TH Y, TTIZIgA
BHIE CIXEHIERIN T PTX3 23RBIL T 5 2 it S

T 22, BAE T Imai &A%, SR I$ERIE D
PTX-3 OFBADBEIMT 2 2 & 2WE L, 2EHSOs o
TR e RS 72 B MR 2 R LT 540

3. EEHEBESECTFESH (major histocompatibil-

ity complex : MHC)

MHC (HLA) 73 F12 1%, class I & U BEFEHET %, E b D
MHC class Il 7712 1% HLA-DR, HLA-DQ, HLA-DP 3% %,
MHC class 1T /&, BHRANAE, B A, Bk - ~2707 72—
72 EOHUETERHIIIC RS A S5, T MilE, NK M,
TE MR HIERARAE, 72 & O —8 o> 1 B AHRE (A L Bz A
75 E) T HIEMERIC X D MHC class L 531 DB A B 55 5
%, BREREHEEIC B\ T MHC class 1 53 113 S PE IR ORI
WO FEHZ R L, PUERTRESEE T 5 L EA N T
%, TORERORELCI, RS RE 1 B I (R IR A
BT MHC class 11, FflC HLA-DR HLJi O FEBIGHH % 32
B 5o, RGP MIEEE, GO MLIkE
>—A—&LTHTw3

%ﬁ&;ﬁﬂbfﬂﬂaw?ﬁf’é}if“% HY 240 FF—HikoF
P b Dl MHC class [ 43775 class 1 73712 %3 % PLifk
TH 5, YL MHC class I PUEDERIZTEEF > Tt Z
2 b &b 503, MHC 73 1% 2 §ifd (Bt MHC Fifk) 13 1miE
NE DEFGEEH, MRIEHLIER, Fo L2 78 —% 4
L 72 SEME o B) B 2 SRS 81 2 EEANERE &
%o TWw3, FURF—=hificix, $i MHC FifkoiEhic,
$it Non-MHC (HLA) Hifk, iz X 2 O o3
ST W 5, Fi Non-MHC Hiff i i3\ K D DFifk D3¢
fE$ 205, Z20—>o0, WM, BHRRIN, MHEmEe
Rl A AE § % MHC class I —related chain A (MICA)
U $ 240 MICA Hifk b, BIEE PHO Y A7 HT &
LTl SN TWw3Y, MICA FUlIE, Sy,
IEHE Tl podocyte ICFEBLZ 589 553, FEHHE O Sk

FOBTUGRERAFABMINA S PTC, EEMIEIC b FR D K5
ZRDBHIELRENTREY,

4, ZOh

M SO O PRAME VB R EIE H L, Ak bR

H & #1 T\ % kidney injury molecule-1 (KIM-1)*, liver
type fatty acid binding protein (L-FABP)* )L L e
% W L T D Toll-like receptor 2*6 52 Bl o K IR i %
B9~ % hypoxia-inducible factor-1a (HIF-1a) D FEH % ™ L
TS & 29,
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BROBHRMREVCEEZREY 5 & THER
NFHEDEZR ESEZHDY—NH—

A SOE 2 SIS 212 72> T, MR PRI O 26 72
RT3 2 L% <, Bz FRE ST 2
& TR AR 2 #iBh § 2 = — A — LTI 5, FFE
72 IMAEIRZE DORERR, RIS PTC Z M LT, RIEMTEE
& ORISR ER, oM EiERT 5,

1. EMEBHEMEE (chronic allograft arteriopathy)

PR AEIMAENE | AR SOS I R RN R T L Cd 5,
T4 T MR AL A SO C 13 SOERIE 2 £ 9 23, 184k
RBEREA SRS IC D RSN BIRETH %, MHEEPIIT
JEE Z0UT X 2 NIPERRZEDYRLCT, R L 72 PSS I3 A
FHEORIMZFES & & 1d 72\, P EE NI 7 I T,
PRSPV A (I 2> © R & BI# g 2 ) 2384 L
T2, NIEO MR % IS % 72 o I iR E R 1 2179,
a —Smooth Muscle Actin (@ ~SMA) D $0 2 4e i 3 fii Ffl 5
548)0

2. RR#EX (tubulitis)

ar/imEtko 2 a7y v 7 D—2E LT, Banff 58T
1 Tubulitis (“t”) A2 723 %, WRANE OBEWIH ISR D 5
NDHEIRBIZE>Tto~3 FTRaATY V7 E3ND,
t 3 1DV TR L EROWEG 2 R T 2560 H

D, PAS Zeff15> PAM Jeftic & 2 BLEBE O FEAM IS 2, type
Va5 —47 v ORERELREICR S ZEDH Y, $i
RANE SN O CD3 Btz iEsd L, RN~
T DR % HE T % & tubulitis DFERIES IS,

3. BEREEEMLE (PTC) %

PTC % O §FAlli 1 1& Banff 73 %H? peritubular capillaritis
(“ptc”) A a7 B 5, PTC N RIEMIIENZ X > T pte
O~ptc 3 FTARATY V7 IN5D, RIEMIEOMK F T
Hlid 5 2 ENEELC, FhER(Z 7 A Y —E 4/ MPO
Jetn), T Ml (CD3 eth), w271 77— (CD68 Hffs) D
FE %179 . PTC RO aHilli 1 BB D A TIT VW, I
) Y oENAD Y VoSERIRE & DRI & T 2 0 B
%728, CD34 % CD31 DIMENE v —A—& D2-40 DY
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