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La storia

1959 Lennert: sinusoidal histiocytes

1961 Stansfeld: monocytoid cells

1984 De Almeda: large sinus lymphocytes
1984 Sheibani: monocytoid B lymphocytes
1984 Isaacson: MALT lymphoma

1986 Sheibani: monocytoid B cell lymphoma

toid B-Cell Lymphoma

) MONOCYTOID B-CELL LYMPHOMA
A Novel B-Cell Neoplasm

KHALIL SHEIBANI, MD, CARL C. SOHN, MD,
JEROME S. BURKE, MD, CARL D. WINBERG, MD,
ANNA M. WU, PhD, and HENRY RAPPAPORT, MD

Monocytoid B lymphocytes (MBLS), originally described efi noderately abundant pale cytoplasm. The pat-

rt of the histologic picture of toxoplasmic lymphade-

ve been recognized as a reactive component in

of lymph node disorders. The authors now re-

s of non-Hodgkin’s lymphoma in which a mul-

y approach allowed them to confirm the ex-

malignant lymphoma composed of the

counterpart of the MBLs found in nonneoplas-

rs. In all 3 cases, the lymphoma was composed

ely monomorphous infiltrate of atypical MBLs

that had rather uniform-appearing nuclei and had well-

tern of lymph node involvement in all 3 cases was

predominantly sinusoidal and interfollicular. The neo-
plastic i " / positive for B-c

phenotypes

K-IgM (2 cases) and K-IgG (1 case). In all 3 cases,

ement of heavy- and/or light-chain genes was

hybridization. The

-cell lymphoma” is proposed for this

newly described malignant B-cell neoplasm. (Am J Pathol

1986, :310-318)




LNH Monocitoide: 2 varianti

|- medie cellule simil-monocitoidi,
discreto citoplasma chiaro,
nuclel tondi-ovalari, nucleol
singoli; “pattern” sinusale

lI- piccole cellule simil-centroidi;
citoplasma scarso non basofilo;
‘pattern” marginale

“Since we noticed a case
containing both a medium sized
and small cell component, we
are not presently able to sharp
distinguish between the two
variants”

s A =)

Monocytoid B-cell lymphoma: morphological variants and
relationship to low-grade B-cell lymphoma of the
mucosa-associated lymphoid tissue
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Updated Kiel classification of non-Hodgki

La Kiel 1988 colloca il MBCL prima tra

le forme rare, ma in seguito resisi :

conto trattarsi di forma non cosi Low-grade malignant lymphomas
rara, lo inserisce (“up-date 92") tra Lymphocytic

LNH B di basso grado includendo Chronic lymphocytic leukaemia

- Prolymphocytic leukaemia
anche il infoma della zona

marginale; compare anche, in
addendum, il linfoma MALT-type

Hairy-cell leukaemia

Lymphoplasmacytic/-cytoid (immunocytor
Plasmacytic
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WHO Classification of Tumours of
Haematopoietic and Lymphoid Tissues
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T:_::-_:::L:':..:. m Pr|mary NOdaI MZL
1 = Primary Splenic MZL

= Extranodal MZL MALT-type

Nodal marginal zone lymphoma

% of Total Cases
J Diffuse Large B-cell

@ Follicular Lymphoma

O Marginal zone B-cell lymphoma,

MALT
[ Peripheral T-cell lymphomas

Extranodal marginal zone lymphoma "
of mucosa-associated lymphoid tissue =%
(MALT lymphoma)

@ CLL/SLL

Epidersogy

O Mantle Cell Lymphoma

B Mediastinal Large B-cell Lymphoma
O Anaplastic Large Cell Lymphoma/T-
5] gl::kill Lymphoma/Burkitl-like

@ Nodal Marginzal Zone Lymphoma

0 Precursor T-cell Lymphobiastic

O Lymphoplasmacytic Lymphoma

& Other types




MZL nodale
F>M: V- VI decade; forma

pediatrica (?77?)

Assoclazione forme autoimmuni
(Hashimoto e Sjogren) e HCV
Linfonodi superficiali e profondi,
midollo (30-40% pz), periferico

Spesso stadio -1V, sintomi B
(10-20% pz); > LDH

Splenic and Nodal Marginal Zone Lymphomas Are
Indolent Disorders at High Hepatitis G Virus

Seroprevalence with Distinct Presenting Features but
Similar Morphologic and Phenotypic Profiles

Luca Arcaini, mo.! BACKGROUND. Splenic and | zone lymphorm 7L are subtypes of
Marco Paulli, mo? marginal zone-derived nea o their rarity, li
Emanuela Boveri, mo? ther relatio
Daniele Vallisa, mo?* METHODS. T
Patrizia Bernuzzi, mo.? patients (34 patient
Ester Orlandi, mo.’ tissues obtained at slogically

Arcaini L. Cancer. 2004 Jan
1;100(1):107 15

come of 4
ents with nodal MZL). All lesional

Pattern Sinusale-marginale

Pattern Nodulare

Pattern Diffuso
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LZM extranodale MALT-type

« Media 63 anni; M=F;

e Spesso eziologia infettiva,
concomitanti forme autoimmuni
(Sjogren,Hashimoto)

« Stomaco (35%), annessi oculari
(13%), cute (9%), polmoni (9%),
salivari (8%), tiroide (2%)

« Stadio I/l1 30-40% pz

* Indolenti: 80% a 10 anni; rischio

disseminazione sede correlato (10%
salivari, 17% stomaco, 44% polmone)

Marshall BJ & Warren JR. Unidentified curved bacilli on gastric epithelit
in active chronic gastritis, The Lancet 1983; Nobel 2005
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« 12% LZM MALT

« Congiuntiva, palpebra,
ghiandola lacrimale,
tessuti molli retro-orbital

e Associazione con
Chlamydia psittaci
mostra significativa
variabilita geografica:
80% dei casi in Italia

e Spesso regressione
lesionale dopo terapia
antibiotica




4-11. Primary cutaneous marginal zone
lymphoma

MZL primitivo cutaneo

Immunocitomi, iperplasia follicolare
cutanea con plasmacellule
monotipiche, PC plasmocitomi,
prima inclusi nei PC MZL

9% MALTomi extran.; 16- 40%
PCBCLs; 5-6a decade, > M; casi
pediatrici (??7?)

Arti, testa e tronco; placche/noduli
solitari/multipli, rosso-violacei;
bordo eritematoso

Talora “regressione spontanea;
soprav.

Recidive 33-66% pz,
prognosticamente ininifluenti

Stadiazione estensiva ?




 Inizialmente espansione
marginale con residue
strutture follicolari, in
seguito colonizzazione dei

centri chiari
In fase avanzata crescita

75N
\

anche diffusa, infiltrativa;

modulazione secernente
piu’ evidente alla periferia
lesionale
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In caso di regressione spontanea
talora anetoderma (elastolisi
immuno-mediata) ; associate
patologie autoimmuni,
disordini gastrointestinali e/o
infezione HBV

MZL “ lipoma like ”: noduli
sottocutanel (2-5 cm);
tronco,arti; 54-75 anni;
F>M; infez. HCV (genotipo
2a, 2b); crioglobulin. tipo Il
Prognosi >90% 5 anni; raro
spread; possibile
regressione spontanea
Terapia antivirale

Anetodermic Primary Cutaneous B-Cell Lymphoma

A Unique Clinicopathological Presentation of Lymphoma
Possibly Associated With Antiphospholipid Antibodies

rman, MD; Aviv Barzilai, MD; Michael David, MD;
messer, MD

«Zattra E et al Clin Exp Dermatol 2009:34:e945

ana
Lorenzo Cerroni, MD; Meora Fein

Subcutaneous ‘lipoma-like’ B-cell lymphoma associated
with HCV infection: a new presentation of primary
extranodal marginal zone B-cell lymphoma of MALT

A L. Arcaini, M. veri' D Capelo® F Pa




Blood 2008;112:3355-61 ARTICLE

Cutaneous Marginal Zone Lymphomas Have Distinctive
Features and Include 2 Subsets
James T. Edinger, MD* Jeffiey A. Kant, MD, PhD*F and Steven H. Swerdlow, MD* Febe van Maldegem, " Remco van Dik, Thera A, M. Wormhoud, Phlip M. Kiuin,” Rein Willemze,* Lorenzo Cerroni,*

Carel J. M. van Noasel, and R
Am J Surg Pathol 2010;34:1830-41

The majority of cutaneous marginal zone B-cell lymphomas expresses
class-switched immunoglobulins and develops in a T-helper type 2
inflammatory environment

1-Heavy-chain class-switched form (IgG, IgA, o IgE) ; T reattivi; CXCR3-
.disordini linfoproliferativi clonali cronici

2- Non-class switched form ,meno comune, (IgM+,CXCR3+) ; talora
aggregati di grandi cellule

PCMZL “switched” PCMZL “non switched”
(IgG+) (IgM+)

Pattern Diffuse Perivascular

Plasma-cells +++ +
Monocytoid features No Present
Reactive T-cells +++ +
CXCR3 Negative Positive
Th2 background Present No
Mast cells Present No

Extracutaneous spread No Sometimes



LZM cutaneo vs e S, o
pseudolinfoma

Demonstration of Clonal Inmunoglobulin Gene - o T

Rearrangements in Cutaneous B-Cell Lymphomas MO AT T N TP

and Pseudo-B-Cell Lymphomas: Differential P R S

Diagnostic and Pathogenetic Aspects B D e g 5 A
e e O £ _f m &

Udo Rijlaarsdam, Victor Bakels, Johan W. van Qostveen, Roel J.L. Gordijn, Marie-Louise Geerts,
Chris J.L.M. Meijer, Rein Willemze

Departments of Dermatology (UR, VB, JWvO, RJLG, RW) and Pathology, Section of Molecular Pathology (JW+O, RILG,
CJLMM), Free University Hospital, Amsterdam, The Netherlands; and Department of Dermatology (M-LG), University Hospital,
Gent, Belgium
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PZ F, 72 anni ; da 10 anni, cistiti
recidivanti (E. Coli)

Cistoscopia: neoformazioni
mammellonate (cm2,5);
stadiazione negativa

FISH t(11;18)(g21;921)
API2/MALT1 positiva

Terapia ciprofloxacina 6 settimane
Remissione completa a 18 mesi

JOURNAL OF CLINICAL ONCOLODGY




LZM Splenico

« M>F, VI-VIlI decade

* Milza e linfonodi ilo splenico,
midollo e spesso sangue
periferico; possibile
coinvolgimento epatico

« Clinica: splenomegalia (>400 gr),
anemia e trombocitopenia
autoimmune = linfociti villosi nel
sangue periferico; 1/3 dei casi ha | R
componente monoclonale PN A T

 Associazione infezione da HCV e 05 OGN R O e

Splenic lymphoma with villous lymphocytes, associated with type 11 W Tas ‘2
- - . P - g ¢
1on: a new entity”? £

rera, Francoise Valansi, Xavier Mariette, Achille Aouba, Caroline Besson, Bruno ‘ “ ?
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i was symptomatic in 13 (72%). All patients response, monoclonal i R e Y ar,
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Noduli polpa bianca

Cellule monocitoidi ad anello
Intorno ai follicoli della polpa
blanca, cellule centrocito-
simili che colonizzano | centri
chiari germinativi

Spesso infiltrazione polpa
rossa

Istiociti epitelioidi
Infiltrazione sinusale midollare




CD20+
CD10-

CD79a+
CD11c+/-
IgM+
CD5-/+
CDA43+/-
Bcl-1-
Bcl-2+

CD23-
IRTA-1+/-

Review Series

INDOLENT B-CELL LYMPHOMA

Splenic marginal zone lymphoma:

Luca Arcaini,"® Davide Rossi,> and Marco Paulli’*

from genetics to management

CD20

EMZL/
LPL SDARPL HCL-v HCL HNMZL CLL MCL FL

CD78a + - $ + + $ + +

CD5 —f+ I+ —I+ —f+ + +

Ch2 J

CD23 —f+ I+ —+ + —+
BCL1 i+ + +
DBA44 +f— - + - —i+

Annaxin Al +

CD103 +f— +

CcDi123 +

IRTA1 +f—

Ighd + - + - + + + +

gD +/— —I+ + + —+ + + +
CD10 +f
BCLE —+ —f+ +
CDa3 /4 i+ + +
S0X11 +

LEF1 [

, =25% of cases; —/+, 25%-50% of cases; +/=, 50%-75% of cases; +, =>75%
of cases,
FL, follicular lymphoma; NMZL, nodal marginal zone lymphoma; SDRPL, splanic
diffuse red pulp lymphoma.
*Sporadic cases raported.



t(11;18) t(14;18) t(3;14) t(1;14) +8

(921;921) | (932;921) | (p14;932) | (p22;932)

Stomaco 6-26% 1-5% 0 0 11% 6%
Intestino 12-56% 0 0 0-13% 5%  25%

Annessi 0-10% 0-25% 0-20% 0 38% 13%
oculari

Ghiandole 0-5% 0-16% 0 0-2% 55% 19%
salivari

Polmone 31-53% 6-10% 0 2-1% 20% 7%
Tiroide 0-17% 0 0-50% 0 17% 0
Cute 0-8% 0-14% 0-10% 0 20% 4%

Am J S u rg P a’t h O I 2 00 6 ; 30 : 1 5 46 - 5 3 @ t?ﬁ%’?'ﬁifﬂmﬁm’f 2Em|11p2 iu rights resened 0887-6924/04 $30.00

www.nature.com/leu

Variable frequencies of MALT lymphoma-associated genetic aberrations in MALT
lymphomas of different sites

The I nci de nce an d An atomic S ite S peCIfI c Ity Of B Streubel', I Simonitsch-Klupp', L Miillauer’, A Lang)rcchtw, D Huber', R Siebert’, M Stolte”, F Trautinger*, | Lukas®, A Piispok®,
Chromosomal TranS|O(ZatI0nS in Pr|mary Extranodal M Formanek’, T Assanasen®, H-K Miller-Hermelink?, L Cerroni®, M Raderer'® and A Chott’
H _ _ H !Institute of Pathology, Vienna General Hospital, Medical University of Vienna, Vienna, Austria; ?Institute of Human Genetics,
Ma rgl n a.l Zo.n eB Ce' | L.y m ph Ooma Of M ucosa-assocl at_Ed University Hospital Schleswig-Holstein, Campus Kiel, Germany; *Department of Pathology, Klinikum Bayreuth, Bayreuth,
Lym ph o|d T| ssue (MALT I_ym pho m a) N N orth Am erica Germany; “Institute of Dermatology, Vienna General Hospital, Medical University of Vienna, Vienna, Austria; *Institute of

Ophthalmology, Vienna General Hospital, Medical University of Vienna, Vienna, Austria; “Division of Gastroenterology, Internal
e . i versity of Vienna, Vienna, Austria: *Division of Gto-Rhino-Larv |
Ellen D. Remstein, MD, Ahmet Dogan, MD, Richard R. Einerson, BSMT (ASCP), M.U“Lm—- v, »y“,,?n" .(JLyﬂfM’ ﬁ“’?'(,m‘[l’ N‘?(’ILA’I: L.me's\”f‘ of “.Ln” ’ Lr’*%’w.i/ Aus’»’,’,l/. Dymw.,j o (r)m Rhl”c’(i:;:nﬁ;ff&”g,
Sarah F. Paternoster, BS, Stephanie R. Fink, BA, Mark Law, BS, Gordon W. Dewald, PhD, nmm({///\,mu‘iu‘ng A

Leukemia 2004;18:1722-26




Linfomi MALT: anomalie citogenetiche

Tre traslocazioni convergono sullo stesso “signaling”

t(1:14) t(11;18) t(14:18)

Deregolazione BCL10 Fusione API2/MALT1
Rara Frequente

4

Fattore di trascrizione, attiva
proliferazione cellulare
.\ ' - Linfomi MALT antibiotico resistenti

A * 1(3:14)(p14.1;932) geni IGH e
\.  Trisomia 3, trisomia 18

Deregolazione MALT1
MALT-omi non gastroent




Genetica

NOTCH pathway

(NOTCH1, NOTCH2,
SPEN KLF2, KLF4)

NF-kB pathway

(MYD88, BIRC3, IKBKB,
TNFAIP3, TRAF3)
Mutazioni TP53
Alterazioni citogenetiche:

del 79 (30%), gain 3 e 18

OS 10 anni 67-95%;
mutazionit NOTCH?2,
KLF2 e TP53 hanno
significato prognostico
sfavorevole

Regular Article @ blood

LYMPHOID NEOPLASIA

The genetics of nodal marginal zone lymphoma

2 3

Valeria Spina,'* Hossein Khiabanian,>* Monica Messina,® Sara Monti,' Luciano Cascione,* Alessio Bruscaggi

Elisa Spaccarotella,’ Antony B. Holmes,® Luca Arcaini,® Marco Lucioni,” Fabrizio Tabbd,? Sakellarios Zairis,
Michaela Cerri,' Sabina Chiaretti,® Roberto Marasca,® Maurilio Ponzoni, ' Silvia Deaglio,'" Antonio Ramponi,

Enrico Tiacci,'® Laura Pasqualucci,® Marco Paulli,” Brunangelo Falini,'® Giorgio Inghirami,®'#'® Francesco Bertoni,*
Robin Foa,? Raul Rabadan,” Gianluca Gaidano,' and Davide Rossi'*

Chromatin remodeling and

transcriptional regulation NF-kB pathway NOTCH pathway
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Articles

The NOTCH pathway is recurrently mutated in diffuse large B-cell
lymphoma associated with hepatitis C virus infection

Luca Arcaini,** Davide Rossi,* Marco Lucioni,* Marta Nicola," Alessio Bruscaggin,* Valeria Fiaccadori," Roberta Riboni,*
Antonio Ramponi,” Virginia V. Ferretti,” Stefania Cresta,” Gloria Margiotta Casaluci,® Maurizio Bonfichi,* Manuel Gotti,*
Michele Merli,* Aldo Maffi," Mariarosa Arra," Marzia Varettoni,” Sara Rattotti,” Lucia Morello," Maria Luisa Guerrera,*
Roberta Sciarra,* Gianluca Gaidano,** Mario Cazzola,"* and Marco Paulli***

Transformation of marginal zone lymphoma
(and association with other lymphomas)

Carla Casulo’, Jonathan Friedberg

Histologic transformation in marginal zone lymphomas'

3

A. Conconi'2*, S, Franceschetti'.*, K. Aprile von Hohenstaufen, G. Margiotta-Casaluci', A. Stathis®)

A. A. Mocciad, F. Bertoni®#, A, Ramponi®, L. Mazzucchell®, F. Cavall®, G. Gaidano' & E. Zucca®

1.0+ NOTCH pathway unmutated

NOTCH pathway mutated

0.9+

0.8
0.7
0.6
0.5
0.4
0.3
0.2+
0.1+

Cumulative proportion surviving

0.0

Time (years)
Number at risk
NOTCH unmutated 34 16 53 o}
NOTCH mutated 12 2 0] 0]



Take home message

MZL: eterogenel per presentazione clinica e biologia

MZL: modello di linfomagenesi, nel quale
Interagiscono fattori ambientali (agenti infettivi) e
fattori correlati alla risposta immune dell'ospite.

MZL associati ad agenti infettivi : d.d. con quadri
reattivi e implicazioni terapeutiche relativamente a
strategie terapeutiche meno aggressive

Alterazioni “pathways” NOTCH e NFkB, variabili per
frequenza e tipologia nelle varie forme di MZL

Progressione in alto grado: necessari criteri
Istopatologici piu precisi anche in termini quantitativi
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Genetica

Riarrangiamento clonale geni
|G ; mutazioni spesso a carico
IGHV3 e IGHV4 (IGHV1-69
forme HCV correlate)

“Gains” cromosomi 3 e 18;
perdita 6g23-24 come MALT
e SMZL

Non delezioni 7931 e/o
traslocazioni tipiche MALT

Pattern mutazionale simile a
SMZL (attivazione “pathways’
NOTCH e NFKB)

Mutazioni PTPRD 20%
Prognosi: 60-70% a 5 anni

)

Regular Article @ blood

LYMPHOID NEOPLASIA

The genetics of nodal marginal zone lymphoma

Valeria Spina,'* Hossein Khiabanian,>* Monica Messina,® Sara Monti," Luciano Cascione, Alessio Bruscaggin,’

Elisa Spaccarotella,' Antony B. Holmes,” Luca Arcaini,® Marco Lucioni,” Fabrizio Tabbd,® Sakellarios Zairis,? Fary Diop,’
Michaela Cerri,' Sabina Chiaretti,> Roberto Marasca,® Maurilio Ponzoni, " Silvia Deaglio,'" Antonio Ramponi, "2

Enrico Tiacci,™® Laura Pasqualucci.5 Marco Paulli” Brunangelo Falini,'"® Giorgio Inghirami,a'”'15 Francesco Berton,*
Robin Foa ® Raul Rabadan,® Gianluca Gaidano," and Davide Rossi'*

Chromatin remodeling and
NF-kB pathway NOTCH pathway

J—A—\f—l—l

18/35 14/35

MALT-type

nodal-type




The majority of cutaneous marginal zone B-cell lymphomas expresses
class-switched immunoglobulins and develops in a T-helper type 2
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NMZL

NOTCH signaling mutations NF-kB signaling mutations
40% 1 50%

NOTCH pathway =
(NOTCH1, NOTCH2, SPEN KLF2, KLF4) -
NF-kB pathway SR L
(MYD88, BIRC3, IKBKB, TNFAIP3, TRAF3) -y
TP53 e
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Citologia

Piccole cellule; citoplasma scarso;
nuclel centrocito simili, tondi vs MO
modicamente irregolari; alla periferia S5
ZM le cellule hanno citoplasma piu’ £
ampio, nuclei vagamente reniformi,
simil-monocitoidi

Ultrastruttura: piccoli mitocondri,
cisterne reticolo endoplasmatico
rugoso, Golgi ben sviluppato

‘Patterns”
Sinusale/Marginale
Nodulare
Diffuso




LZM extranodale MALT-type
(7-8% LNH)

M=F, nelle donne piu
frequentemente a carico della
tiroide e delle ghiandole salivari, VII
decade i
Elevata incidenza nel Nord-Est Ry [elsEle2lidna3TalsTe] o
dell’ltalia (?) o
Assocliazione eziologica con
Inflammazione cronica: infezioni
(Helicobactyer pylori, Borrelia
burgdoferi), malattie autoimmuni
(Sjogren, Hashimoto)

Sedi piu colpite : stomaco (35%),
occhi ed annessi oculari (13%),
cute (9%), polmoni (9%), ghiandole
salivari (8%), tiroide (2%)

Stadio all’'esordio: I/ll, 30-40%
coinvolgimento di sedi extranodali
multiple

nodal-type




MZL e HCV+ DLBCL

« 1/3 DLBLCL HCV+ ha una
componente a medie cellule

simil-monocitoidi

e Mutazioni “pathways” NOTCH

nel 25% HCV+ DLBCL

e Trasl. MLT1 nell4% HCV+
DLBCL

* Eta, traslocazione MALT
mutazioni pathway NOTC
peggiorano sopravvivenza

* Verisimile quota HCV+
DLBCL rappresentino
trasfomazione di un clone
clinicamente non identifica

Articles B Haemathol. 2015: 100:246-252

The NOTCH pathway is recurrently mutated in diffuse large B-cell
lymphoma associated with hepatitis C virus infection

Luca Arcaini,** Davide Rossi,* Marco Lucioni,* Marta Nicola," Alessio Bruscaggin,’ Valeria Fiaccadori,* Roberta Riboni,*
Antonio Ramponi,” Virginia V. Ferretti,* Stefania Cresta,” Gloria Margiotta Casaluci,® Maurizio Bonfichi,” Manuel Gotti,*
Michele Merli,* Aldo Maffi,* Mariarosa Arra," Marzia Varettoni,” Sara Rattotti,” Lucia Morello,” Maria Luisa Guerrera,
Roberta Sciarra,* Gianluca Gaidano,** Mario Cazzola,** and Marco Paulli***

*Department of Molecular Medicine, University of Pavia; 2Department of Hematology Oncology, Fondazione Istituto di Ricovero e
Cura a Carattere Scientifico (IRCCS) Policlinico San Matteo, Pavia; *Division of Hematelogy, Department of Translational Medicine,
Amedeo Avogadr: iversity of Eastem Piedmont, N rt Fondazione Istituto di Ricovero e Curaa
Carattere Scienti IRCCS) Paliclinico San Matteo, io gy. Department of Health Science, Amedeo

f Eastern Piedmont, Novara; and Dann of Hematology, Os spedale di Circolo e Fondazione Macchi, University
of Insubria, Varese, Italy

NOTCH pathway unmutated
NOTCH pathway mutated

Cumulative proportion surviving

Time (years)
Number at risk
NOTCH unmutated 34

NOTCH mutated 12



La storia
1959 Lennert: sinusoidal histiocytes

1961 Stansfeld: monocytoid cells

1984 De Almeda: large sinus
lymphocytes

1024 haihani:

maonocytoid B

toid B-Cell Lymphoma

A Novel B-Cell Neoplasm

MONOCYTOID B-CELL LYMPHOMA

KHALIL SHEIBANI, MD, CARL C. SOHN, MD,
JEROME S. BURKE, MD, CARL D. WINBERG, MD,
ANNA M. WU, PhD, and HENRY RAPPAPORT, MD

Monocytoid B lymphocytes (MBLS), originally described efi noderately abundant pale cytoplasm. The pat-
as part of the histologic picture of toxoplasmic lymphade-  tern of lymph node involvement in all 3 cases was
ve been recognized as a reactive component in  predominantly sinusoidal and interfollicular. The neo-

of lymph node disorders. The authors now re-  plastic i " / positive for B-c

s of non-Hodgkin’s lymphoma in which a mul-  restr phenotypes
s approach allowed them to confirm the ex-  were K-IgM (2 cases) and K-IgG (1 case). In all 3 cases,

- c c i in genes was

t hybridization. The

Am J Pathol 1986:; 124: 310-18 [t



Citologia e Istologia

Piccole cellule; citoplasma
scarso; nuclei centrocito simili,
tondi vs modicamente irregolari
Possibili aspetti simil-monocitoidi
e in un terzo dei casi morfologia
plasmacitoide (tipica in cute e
tiroide)

Espansione della zona marginale
con progressiva sostituzione dei
follicoli B cellularrt;

Lesioni linfoepiteliali: aggregati di
=3 cellule neoplastiche con
distorsione o distruzione
dell’epitelio




