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New entities in 2022 WHO Classification of plasma cell disorders
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MAATOFENERS ARAANEITERS sy Inendtides sl
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Tl 61. 2022 World Health Organization (WHO) 16l
ni 1 &’i A 3
maAiasmaslssnrmnrimeasdsagaslsausis
mﬂaﬁ@ﬁw EJ’]EL% 5™ edition of the WHO Classification of
Haematolymphoid Tumours (WHO Classification 2022)
d - A 9 09 A o s
mmmnmm‘ﬂaamuﬂmmmgmmmﬂmﬂmﬂﬂ‘mmm
mMslafieImeniings, lsnuziSsTaaasas (plasma cell)
;é [ | (3 n‘d gj [ an
Gﬁameqﬂ‘mmmawmmwmﬂmmymaﬂwmmmam
Wendanen wensmiianasaaTinemasm i leas laams
wWaLad W WHO 2022 19t
mantlstlssnnaaslsanziSeaswarasigad s WHO
Classification 2022’
lsanziSsrammasniraatowin category Wikas WHO
Classification 2022 (5 edition) lnadmymslanfidans

v v 6w . . Y < «
NNNWUDNL paraproteinemia 1’3@’3&1Lﬂ% Plasma cell neoa

plasms and other diseases with paraproteins” ﬁﬁd%LLﬂﬂ
i 4 nanlngn Farvrfladmafeasm 4” edition
(Table 1)

Tumemaiiassenamidlsedisissnlysily WHO Classiti-
cation 2022 @ cold agglutinin disease (CAD), monoclonal
gammopathy of renal significance (MGRS), TEMPI syny
drome ko AESOP syndrome

Cold agglutinin disease

CAD % autoimmune hemolytic anemia %ﬁlﬁ@’mﬂ
monoclonal cold agglutinin %@Nﬁ@ﬂ@ﬂ clonal B-cell lymphoid
proliferation LL@]I":MSJ fulfill MRy B-cell lymphoma
o lsedinunioeloamugiment 1-1.8 luduausiatl
MIfnUUUEEILIAIN 5 ﬂ‘szmﬂh%ammm@”ﬂw 232
518 wuhgiimseias CAD Tuilsemetamin (1.9 lugh
audlat) gondilwanson (0.48 lusdmandal)’

M99 1 Plasma cell neoplasms and other diseases with paraproteins'

WHO 5™ edition

WHO 4™ edition

Monoclonal gammopathies

e Cold agglutinin disease

e IgM monoclonal gammopathy of undetermined significance

e Non-IgM monoclonal gammopathy of undetermined significance

e Monoclonal gammopathy of renal significance
Diseases with monoclonal immunoglobulin deposition
e Immunoglobulin-related (AL) amyloidosis

e Monoclonal immunoglobulin deposition disease

Heavy chain diseases
e Mu heavy chain disease
e Gamma heavy chain disease
e Alpha heavy chain disease
Plasma cell neoplasms
e Plasmacytoma

e Plasma cell myeloma

e Plasma cell neoplasms with associated paraneoplastic syndrome

- POEMS syndrome
- TEMPI syndrome
- AESOP syndrome
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Primary amyloidosis

Light chain and heavy chain deposition disease
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wensnula* cold agglutinin autoantibody ﬂ"mgl,my'
Wuxfia IgM kappa %@ﬁmﬁaﬁﬂm’lﬁmﬁammmemejm
(agglutination) “7; optimum temperature 3-4 9I¢NLER Fed
miﬁmﬂwaa@mamwudw cold agglutinin autoantibody
asAUMU antigen WURAIARAAUAS WazNI¥e classical
complement pathway ¥ WiAA hemolysis wnAMMAe
autoagglutination 70IKAAENALAIDIAYN WA ischemic
symptoms u‘%mmﬁa@'aﬁmﬂma (acrocyanosis) 18 Ton
mmﬂmj cold agglutinin autoantibody gﬂﬁ%ﬁdmﬂ clonal
indolent B-cell lymphoproliferative disorder

snwaemeadiin dogannmsfnuuusamiana Ty’
‘Wmh;”Tﬂwvl,@”%mwﬁﬁaﬁfal,ﬁaawE;L@DSH 68 U donamny
e lnaLAENTiY (0.56) uLsanwaiEMenATin (clinical pheno-
type) 1 3 N

® n'sjw?'i 1 Hemolytic anemia with circulatory symp-
toms grade 1 (acrocyanosis only) or absent wuﬁaa‘ﬁﬁj@
U 69.5

® ﬂﬁi&lﬁ 2 Hemolytic anemia with circulatory symp-
toms grade 2 (Raynaud-like symptoms with interfering
with daily living) or grade 3 (gangrene or ulceration)
nusaray 21

o ﬂ'siu‘ﬁl 3 Circulatory symptoms with compensated
hemolysis $aeia 9 Inenihatsssnmuaomibs (Soeas 51.7)
ﬁmmitﬁmmﬂ cold-induced circulatory symptoms @%LLW'
Many

MsA5IANeVRIUJIRNS wrhseeudlalnadunde 0.3
o/dL Toedaray 267 fhesualilnadusnm 8 g/dL ms
@373 direct anti-globulin test (DAT) Wauanea C3d
ieat) wana NG weakly positive §ia IgG 0888
19.8 uarlvinauanea IgM Wessas 5.2 MIATA flow
cytometry WUONTEIUILAIN kappa/lambda L%ﬁiﬂ 7 Wh
loesoeay 82 Nenmdsnnnd 35°

SN MR corticosteroids 1 CAD b
A kTN laadsanmasauaunidoaay 35-14 wavsindog
élsﬁ’mmm@qaLﬁammsmauﬂum MISNWIE  cytotoxic
therapy W% chlorambucil L&y cyclophosphamide T‘ﬂ@y
nalaifin TnaflsamIsauauasuUL partial response
(PR) %oy 16 Twwnudinmssnshasinlillanaidiasanms
yhmesialdanuasiia Cab-opsonized {RndusuTumAN
f3uN1IVn plasmapheresis amﬁaﬁmﬂu&jﬂwmam
ian IgM 0eh937015n
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Tagumsshmnunzshazdums i rituximab Fafy
monoclonal antibody ¢la CD20 WlUmonotherapy e
Tatueiafinia andagannmafnsuuuamani
Y ¥ oA Yy B d'\'Lubv o A VL.A
e’ Anfthesaeay 24.1 Faldeassumasnifiesann il
s uddaslenushifeniunstlasti cold exposure

i 4 lwn15sn

® Rituximab monotherapy fanmsaauauas
Uszsnaisanay 60-50 dhachsmsinwuunlidhomiluefihe
CAD 27 78 I@H 25 UTIANY clonal B-cell lymphoprolife-
ration (Lfl% lymphoplasmacytic lymphoma mﬂﬁ%j@ 15
718) lfnana 376 mg/m’ Maviaaaidond i 1, 8, 15
WAY 22 NUNBRTIMINUEUITIEA 54 I@mﬁaunmm
(Foae 95) WummeauaUaIL PR Asituquasaves
NAMIBNAALEURY 1.5 Whaw Seusiaiaauauad 11 1han
waeseaualalnadwdiamm 4 g/dL?

. . 1 [ N = XK

@ Rituximab 590y fludarabine Nmiﬂﬂmmﬁ[ﬂ
v v P v o .
mamﬂu;ﬂmw CAD 29 3¢ loe/l# rituximab 210 375
mg/m’ $Iry fludarabine SULSEMULNG 40 mg/m® 1
Uil 1-6 v 28 T 4 50U NUNFTANMIRDUAUBITOLAE

[~ 2 2; U
76 laendin complete response (CR) 5088¢ 21 T30vN18
fipe a3y rituximab snfan msl’ﬁagwmaﬁwmmﬁmau
AUINNNT 6.6 1han wazseeualalnadwings 3.1 g/dL
aehalshmuinaiofesgosu grade 3-4 hematologic
toxicity Toeay 41 (I@ma;ww neutropenia) Wy grade

) X v 7 K ° ‘1 §L v A GL [ .

1-3 infections 90&8¢ 59" AILLULU A LTLND LA rituximab
9J\IL .VL v 5
monotherapy WaJ N IANR

® Rituximab 528NY bendamustine ﬁmiﬁmﬂ,lﬂ_l‘]_l\lﬂ
v 9/51’ PR I Gst . . 2
RIAN%Y ‘LL&,JJ‘]J’JH 45 8 198 W rituximab 241@ 376 mg/m
s bendamustine #w19 90 mg/m’ it 1-2 vjn 28
S 4 50U NUNASETMIeRUaTaIIasay 71 aewds CR
v ;’j v d‘ 2 . . A . .
D8R 40 '3’JSJV|G@‘1J’JW|L®HVL®3‘LI rituximab %98 rituximab
0 fludarabine sNNEUNRARNMIRELFUITAERE 50
AT UYBITELLNNTINAUEUY 32 Wan wazsrsudlaln
aduNaE 3.7 g/dL WURaTaLAEN grade 3-4 neutropenia
Souae 33 waeMsfn@asaeay 11° Fuiaand fludarabine
Py A v @) . A X v
mamwmimﬂmﬂu first 1198 second-line therapy 1‘%&5
13 CAD ensammwanmezasihausiasae’

Ao o ) & A A
wanNREIMTNIemeen nddedimsfnmly - CAD
X v
Ty ity
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® Bortezomib {11 proteasome inhibitor %ﬂ L‘flum%d
1£lums$hn multiple myeloma (MM) {effims@inulug
178 relapsed en refractory CAD 19 718 9@ 1.3 mg/
m’ mMaviaaadondluiud 1, 4, 8, 11 wuhledammsaey
Fuaaspuay 31.6 1 CR S0eay 15.8°
] ﬂﬂunzjué'ng'e complement

- Eculizumab 1% monoclonal antibody 18 C5
%JL‘]GJ% terminal comple ment pathway ﬁmsﬁwﬂu@”
the CAD stmelmsiuasinelasumasnmanion 13 1o
Toeldamadentuiuildsnmlse paroxysmal nocturnal
hemoglobinuria (PNH) (600 mg ﬁﬂmﬁazﬂ% 4 Fleni
flamey 900 mg FUMWLIUEUYA auda 26 densd) wuh
ﬁﬂﬁ'ﬁﬁmﬁm%maﬁzﬁu%‘Iﬂﬂaﬁmmmﬂﬁ@m 9.35 g/
dL 17 10.15 g/dL uassihe 8 TenAenili transfusion
independent Vlm%o

- Sutimlimab % monoclonal antibody ¢i8 Cls
ﬁﬂﬁlﬁ@miﬁug’a classical pathway dmsinmn phase Ib
Tt 10 70 Teelvienawne 60 mg/kgyndtonst Wiwnan
4 §onsh wudm’wsﬁ’ﬁaﬂwmaﬁzﬁuﬁiﬂﬂaﬁwﬁmﬁu 1.6 g/dL
Tudtonviuanuas 3.9 g/dL T 6 denst wasw/Aeulsiifie
({19 transfusion independent lenma fefihe 7 ley
msfiamasiaiias Snlmsluavanmnaeasiaouauasda
MIINEN ‘Wmhm;i’ﬁyﬂwmaﬁsﬁu%‘Iminaﬁmﬁm%mm 7.7
g/dL b 12,5 g/dL uagrthempmelidasiuifon

eN5099 2 Classification of MGRS®
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® Ibrutinib % Bruton kinase inhibitor :9nM5éNIN
wudoumaslugiihe CAD 13 7y l9enawna 320 mg die
Fu wuhefthempnenausuaslaedu CR 12 Teuay PR
19 @hﬁ’ﬁ&lgwwﬂaa‘sz@ﬁ’uﬁiﬂmaﬁmﬁm%mgj@ﬂ@ 5.6 g/dL
LLaw,JTﬂw 11 ‘mﬁmmﬂu transfusion dependent Lﬂﬁﬂu
w4 transfusion independent™

mswgnnsailsn CAD dnmennsallsadia ANToYAAN
MIFNWLLERELIUAINGT & median overall survival
(08) 16 11 waedemmsardini 5 1 Soeay 83 laeiliies
ovas 3.5 FuduTimiflasmamezafiendaeiu CAD &
thromboembolic event (TE) Lﬁ@%ﬁayaz 12.9 I(ﬂilﬁhu
I arterial TE (Sowag 63)°
Monoclonal gammopathy of renal significance (MGRS)

MGRS {finan B-cell %138 plasma cell proliferation
laifanaeimifteselanaess wianansnass monoclonal
immunoglobulin (Ig) %38 Ig fragment ‘?Mﬂmﬁﬁ@ kidney
injury 1ot wulszanausoeag 1.5 9995the monoclonal gams
mopathy of undetermined significance (MGUS)'

mMaulslsunnaas MGRS NNANHALNT deposit U84
monoclonal Ig (Table 2) Taeduusnudendviesifims
deposit %u@iam%ﬁﬁmm ultrastructure 9839 monoclonal
Ig AANAENEUNAMS organized ¥l nsdifisl organized
At sdasiadiguUuuuiiu fibrillar, microtubular ¥39 inclug

sion/crystalline F33ustasld kidney biopsy Hofileid

Monoclonal immunoglobulin deposits

No monoclonal immunoglobulin deposits

C3 glomerulopathy with monoclonal

Organized Non-organized
gammopathy
Fibrillar Monoclonal immunoglobulin Thrombotic
e Immunoglobulin-related amyloidosis deposition disease (MIDD) microangiopathy

e Monoclonal fibrillary glomerulonephritis

Microtubular
e Immunotactoid glomerulonephritis
e Cryoglobulinemic glomerulonephritis type I
and type II
Inclusions or crystalline deposits
e light- chain proximal tubulopathy (LCPT)
e Crystal storing histiocytosis

e (Cryo) crystalglobulin glomerulonephritis

Miscellaneous

Proliferative glomerulonephritis
and monoclonal immunoglobulin

deposits (PGNMID)
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hematoxylin and eosin (H&E), periodic acid-Schiff, Masson
trichrome stain, Congo red T immunofluorescence
studies e uLNTHa"

Foausiulerin MGRS shnasasiasanamediusasle
mutssrmaadlsa

® NGRS Aifinensanmiinm glomerulus whsin Tt
immunotactoid glomerulonephritis, C3 glomerulopathy
Liay PGNMID &34 cryoglobulinemic glomerulonephritis
onafinensamwimaanidonifits cryoglobulin thrombi %3
endovasculitis SINA7 EJVLGWD

® GRS 7ifnenFammusin. proximal tubule Wt
latn LCPT

® MGRS fifinendanmidinanei glomerulus, tubun
lointerstitium Lavraaaidan VLGWDLm' Ig-related amyloidosis
ey MIDD

@Tqﬁ?um3@1‘51wmﬁ“amﬁﬂ’@miﬁﬁmmmmﬂmmemm
‘]Jitm“/!‘tlaﬂiﬁ “;lgd@gﬁ% GFR, proteinuria, hematuria a0
tubular dysfunction (1% Fanconi syndrome)

ANMITILTINGELY MGRS 280 Teanavamiis 12
1596l WU amyloidosis-related to MGRS (MGRS-A) 180
518 iide 100 718 4 non-amyloidosis MGRS (MGRS-
NA) w1 MIDD a1nfisa (3esas 53) 70389115 PGNMID
(39ae 14) Uay LCPT (Spuay 11)*

HWINIIMSIhaRY "

flasaniienamas MGRS fastlsznaushe kidney lesion
aehartae 1 DehedsduiueRy monoclonal Ig FANNUMINL
B-cell #30 plasma cell clone LGER IAAMILUNINGaL
nslsnnuSBatanalumssnmlsnssss fuiunanga

|
0w

a A
fishetyda
1. mavh kidney biopsy fafinansnuan aghalsfions
W nris MGUS way chronic kidney disease (CKD)
& A - A A vy aA S
Wulsafinunaeaumany Ssilamafigiheinmeaydivi
MGUS wae CKD loawendammila lalifiendasin fumsh
ve , vi 4 o R
1% kidney biopsy M@mammaa MGRS i LUk
| tﬂl 1 .
- @ma MGUS wﬂsmﬂm@mmm 1AG) (unexplained
kidney disease)
- gihefifivadaidesas CKD aguas usidmseidi
laafilsinsaluemaan (atypical clinical course)
- @”ﬂaﬂi@im‘huﬁ’u monoclonal gammopathy 7
agupen 50
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A an o 5 4 S
nadiisnansndtesslanlsannmeesadue ush g
Aany AL amyloidosis vL(ﬂ”mﬂ abdominal fat pad biopsy
%8 bone marrow biopsy Waatasy cryoglobulinemia
v cv A o @ v o . X

Iemninnidadu a1l ndusawh kidney biopsy 1o
TiRnsonenasuiulumsldmsifassannansasai
4 y oV o A e w4 A
maAunm N masldanTa Weutnat e
Slamafinu laeiemns renal amyloidosis $99133 bleeding
tendency WREMEMNINTAUNNNNIMSYH kidney biopsy

v, 4
Tufthelsndue

NNMIFNULY cohort ?mwﬂmﬁmmm@”ﬂw mono-
clonal gammopathy 6,300 918 WUk 160 118 (SaEaY
2.5) @aleh kidney biopsy I wmiisfihesoay 60 4
WHW%ﬁﬂWWﬁVLEJLﬁHQm”aGﬁU monoclonal gammopathy L
diabetic nephropathy Wa¢ arteriosclerosis dmsj’ﬂw 64 318
A a ; V@ . . .Y
71l MGRS muelm_;mu light chain amyloidosis (3988
43.8) uae PGNMID (3p8/a¢ 18.8) adutsasyhunamany
MGRS vL(ﬂ”LLﬁ elevated serum free light chain ratio, pron
teinuria > 1.5 g/day W& hematuria®

Aa 1 b2l % [ 6 [~

2. mimaﬁammmwmamiwmtmm«maﬂmmm
\lﬂbl,l,ﬂ' mi@]i’siﬂ\lﬂmiz@ﬂ N13615329% monoclonal protein
NIATIANNIIFNEN B CT +/- PET scan %38 MRI N6k
du IgM MGUS iNayvangmzad lymphoma M6iTna
whole body low dose CT %38 PET/CT scan %38 whole
spine MRI PSR non-IlgM MGUS ez myeloma-
defining events et

Mssnw’

Taguunasnmdadiu B-cell 38 plasma cell-directed
therapy Waman clone AReUNGTuwMaNTINYIaNSYN
autologous stem cell transplantation (ASCT) w3
e A .. A M oA
FNHUWDNAA monoclonal Ig Vl\l‘ﬂ deposit wVL@]Lmea
Hloariums deposit sdaniesag lumsdinwiavet Loy

A Ao o o Y o R &R wA A
mmaﬂqmmmumuﬂmmﬂmmaammmwmwvlmaam
amaﬂu@”ﬂwmﬁm

® Bortezomib asnan ilelne laidastSummn 3aums
Wiy BSRD laeunsh itSmsuuodialdfioms seiay
A9 LNPAANATINLAENISRY peripheral neuropathy

® Alkylating agent weth Al cyclophosphamide
NN melphalan ﬁ?%%ﬂﬂﬁiﬁ high dose melphalan
%31 autologous stem cell transplantation le”ﬁmim
risk-benefit {unee uaglitsuameenmumiila
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® Immunomodulatory drug werh lsAle thalidomide
2NN lenalidomide Mﬂiiﬁ‘ﬁlﬁ renal insufficiency Lﬁaﬂmﬂ
laidfastsuamneens creatinine clearance

® Bendamustine mmimslm%ﬂu@%a ESRD iflasannd
metabolism W% non-renal clearance WIUAAN LakULIN
annn fludarabine Sostaatsaewihalzal

® Rituximab ¢ anti-CD20 monoclonal antibody
s il lusfihng renal insufficiency 1o salnd way
sLéﬁwlmfﬂw IgM MGUS %ﬂﬁmé’ﬂgmdmmﬂ CD20 positive
B-cell clone

s R s smeLETBTIR hematologic
response, renal response Yeh organ response 5% 9 (M)
uaﬂ’ﬂﬂﬂaﬂ’ﬁiﬁyﬂﬁ@LLﬁfQNﬁUQWE}?LLWﬂHiiﬁ‘l@LﬁaﬂQﬁMW
msmnmalan o 1% rshienfigids renin-angiotensin
system M3wania mmﬁy’dmsﬂ@ﬂmﬁlm

mswennsatlsa MNMsfnmUULEEMLE96
N median OS 909file MGRS whrfy 121 o log
N MGRS-NA £ median OS 6 MGRS-A (HR =
0.41, 95%CIL: 0.25-0.69; p = 0.0007) SAUMIAOLE MRS
hematologic response Lae renal response funusu OS
LLaz@”ﬂwﬁﬁmﬁmmumasmﬁ?aa very good PR ey
’g’fmﬁuﬁfﬁu renal response

dws MGRS-NA efihedmlngflésy proteasome
inhibitor-based regimen &% conventional chemotherapy
uaelasmmmIneusvasramsnmatas 72 Taseiiing
slamaennaoilaadi iddamannd 65 9

TEMPI syndrome"'*”

Lﬂumjmmmﬁqwuﬁfaamﬂ elaanan “telangiectasias (T),
elevated erythropoietin and erythrocytosis (E), monoclonal
gammopathy (M), perinephric fluid collections (P),
intrapulmonary shunting (I)" L’%Mﬁmmm@”ﬂq Bt 6.1,
2008 ma"amﬂﬁ?uﬁmmm@”ﬂamﬁwﬂ%u

Wensma asnmssnnee plasma cell-directed
therapy silnmavaslsadiu SadehnalnnsiAelsasiae
AN cytokine %38 monoclonal protein 1N abnormal
plasma cells \lﬂﬂim:/ﬂ%ﬁﬁ@m‘sﬁ%ﬂﬂ erythropoietin L‘ﬂIN
‘%‘Ha&mmﬂ (193 SUN% oxygen-sensing machinery) L%
Vfﬂﬁiﬁﬂ telangiectasia, perinephric fluid collections g

intrapulmonary shunting &N

L aa v | 1 U

ANV IAAUN Qﬂaaaauiwiyawq 4050- T snene
IMIAsih

. . [} [~ a v v

1. Telangiectasia mﬂmymumnmiwm L AIBN
wasnaEnL urnsiinsinas inusaslsn dhuossmaned
Anenlaileianeioan telangiectasia lulsnaue

2. Erythrocytosis 9analasumsifiasefiadidu poly-
cythemia vera Wsusn wendunudliny JAK2
mutation, bone marrow study L?J%VLJJ\IQDTT‘LI PV Wazil serum
erythropoietin g I(ﬂ 23¢9 serum erythropoietin %Qﬁ%
L%@EJ@] Wanahull esnn 3,000 mIU/mL M36§1379
MG erythrocytosis 9 msmnmwﬁ’uﬁqmmﬁa
hemoglobin electrophoresis »LSJ'W‘]_ImmﬁWJﬂ@

3. Monoclonal gammopathy I@EJEWJL‘]GJH immuno-
globulin %38 light chain PHMEWUL W lliwy CRAB
symptoms 283 MM ¢ plasma cell gLu»L‘tm‘SB@ﬂﬁfaEmﬁ
$0eae 10 uenUN clonality laNM3@97a flow cytometry

4. Perinephric fluid collections FINTHANLSN

o @ v Yo . X A 0§ va
mﬂmmmaﬁmu surgical fenestration mawﬂ‘w WA renal
failure 19 Ineidndsenavli fluid wodudu serous fluid

A 1 6 A a a a
wilaulu serum BinuasvEolUsfiudnUnd

5. Intrapulmonary shunting WS%]WU»L@”HW (microt
scopic) 099N MIa393 HRCT chest 1nN§ M3%523 echoi
cardiogram I@ EJSL‘SJ agitated saline contrast WU left-sided

99m

bubbles ELWI'TNW”WEJ meiﬂmﬂ% Tc macro-aggregated
albumin scintigraphy ;jﬂw%ﬁ oxygen saturation Uty
W’ﬂ@fwmLLazawﬁmmaﬁLﬂum”aﬂm”aaﬂ%lﬁmwwLmusl,unm
61

wgnanigthed ke venous thrombosis et
\wAeariuELae MGUS wag MM wazdiadniu other criteria
209MInany TEMPI syndrome %ﬂﬁu telangiectasias,
elevated erythropoietin and erythrocytosis, monoclonal
gammopathy i) major criteria d% perinephric fluid
collections ¢ intrapulmonary shunting \J34 minor criteria

MesnIn JihpuenENaLaUaIRsaM I NILLY MM
\fh M1 bortezomib monotherapy WHMISNIAILEN
ﬂ@gﬁﬂfmﬁ% &N anti-vascular endothelial growth factor

(VEGF) Wa¥ thalidomide anmiethemuilalldig
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AESOP syndromem’22

Lﬂumjmmmﬁawuﬁaamﬂ e93N  “adenopathy
(A) and extensive (E) skin (S) patch overlying (O) a
plasmacytoma (P)’ L’%Mﬁﬁmm@”ﬂwéﬂ”’m,wiﬂ ?.61.1938 %189
midnenihegnethaton 11 118

AnwMEIALD Qyﬂwazm@”’mﬁuﬁwm&ﬂu red-to-
brown, violaceous patch a0 plaque wmslmqju%nm
ﬁmﬁfﬁ@ﬂﬂﬂqm”au plasmacytoma (alneiduft ribs,
sternum) I@Hﬁ?%ﬁﬁﬂ?ﬂﬁ atrophic change LAgLAs
superficial vessels |6 Aveneanaeenedan Uszanms 5-10
31,6181 M3 biopsy YaIRMIkeny diffuse hyperplasia of
dermal vessels UazH dermal mucin amam I@Eﬂ&lmﬂ
q inflammatory cell infiltrate uaﬂmﬂmv‘wmmmamm
wiAnsLSNaLREle lae biopsy PNFOMT AL
q lymphocytic hyperplasia 08¢ sinusoidal plasmacytosis
301l Castleman disease {ileiszanaisogas 20 wuh
{1 POEMS syndrome T38@98l uaziszanainsavitnma la
Wl monoclonal protein

wensmdia Solimudaan Bt plasma cell 1
plasmacytoma ‘mﬁ’l@ cytokines ‘?ﬂﬁﬂﬁﬁ@ fibroblast L&Y
vascular proliferation 1 VEGF ‘?a\lmu»l,ﬂau\‘iﬁwﬁf@@%u
Uy e “contiguous inflammation of skin”

MW TUARINUMIINE solitary plasmacytoma
femasenas Gefimanennandlsedia athalafionasiheded
POEMS syndrome Faxcedlomaidadiannnizunsndan
YINMILOING
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