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(Literature review of small B-cell lymphoma with plasmacytic

differentiation)
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ey SMZL Wb splenic MZL)
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Marginal Zone lymphoma (MZL)
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Table 1 Prevalence (%) of small B cell lymphoma (SBCL) and small B cell lymphoma with plasmacytic differ-

entiation (SBCL+PCD) in Caucasians versus Asians compared to all subtypes of lymphoma (The numbers in

2.3
parentheses are the mean numbers.)”

Subtypes of lymphoma America Poland Australia Japan South Korea China Thai
FL 14.2-17.1 6.9 19.0 7.1-20.1 2.1-2.9 3459 5.6-11.2
(15.7) (13.6) (2.5) 4.7) (8.4)
MZL 8.3 7.6 3.0 5.7-10.8 16.6-20.5 6.9-10.5 5.5-6.2
(8.3) (18.6) (8.7) (5.9)
MCL 2.2-41 (3.2) 8.6 2.9 3.0-36 2.3-24 2.8-3.1 14-2.4
(3.3) (2.4) (3.0) (1.9)
SLL/CLL 18.6-22.6 30.3 26.3 14-1.6 1.3-2.2 43-46 1.5-34
(20.6) (1.5) (1.8) (4.5) (2.5)
LPL 1.1-2.7 2.1 3.3 0.2-0.7 0.3 04-11 11
(1.9) (0.5) (0.8)
Small B-cell lymphoma 49.7 555 54.5 27.2 25.6 217 19.8
(SBCL)
LPL as a percentage of 3.8 3.8 6.1 1.8 1.2 3.7 5.6
SBCL (1)
MZL with PCD 2.5 2.3 0.9 2.5 5.6 2.6 1.8
MZL+PCD as a 5.0 4.1 1.7 9.2 21.9 12.0 9.1
percentage of SBCL (2)
SBCL+PCD as a 8.8 7.9 7.8 11.0 231 16.7 14.7

percentage of SBCL (1+2)

Table 2 Infections that increase risk for marginal zone lymphoma (MZL)*

Co-Common pathogen

Types and location of MZL

Helicobacter pylori
Chlamydophilia psittaci
Borrelia burgdorferi
Campylobacter jejuni
Achromobacter xylosoxidans
Haemophilus influenzae

Hepatitis C virus

Gastric MALT lymphoma (32%)

Orbital adnexa MZL (80%)

Cutaneous MALT lymphoma (60%)

IPSID variant of EMZL

Lung EMZL (18%)

Pediatric-type NMZL (>90%)

SMZL, NMZL, non-gastric MALT lymphoma

IPSID: Immunoproliferative small intestine disease

(Circulating villous lymphocyte) (Figure 1) LAYInLAY
10-28 wumelnayfugslwden snidluadia 1M (Gouay
45-50) sa9assniueiin IgG (Sorae 40) way IgA (Sauas 10)

Nodal marginal zone lymphoma (NMZL)
wulelszanaisoras 1.6-2 vsuziSesonshminsionan

(% A oA 6 o A |
Tulneslsifgu@imsaidoan wusnndigalugrsmeszanes
60 I fihusnanseamasasshmdaslausmnavioln

¢ o Ly A o LA A ¢
36179 LLGZVLS\IW‘]_ITWQ‘HV]B’J8’33%@?1@]@3\]%%%6@0@%“] NULTRA

azdslulanszgnianealdtszannisauay 30 Fedfiudas
ueinify MALT lymphoma fifldenshmaaslasaasie pihe
v A | [« | | ni Al © | 9:
sndiomsdeenduea by dmansiina gt haszSsdonh
A ldl a U a a 1%
WiARsISuNT 2131 (B-symptom) WULNENTBLAY 10-20
o 1 6 [~ A
wavain ldnuiraauzSelunssusifon
Nathwani BN waganie’ w1 NMZL Hansosassems
WEAIARIEAAINU FL uaz SLL Uanundsnmmsantin
# 5 U6hn MALT lymphoma athsilsiuehey (Sae/ay 56
Ay 81 eNNAGIL)
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Figure 1 Circulating villious lymphocytes found in the bloodstream are characterized by lymphocytes with the

cytoplasmic projection (hair-like). A: polar-like cytoplasmic projection lymphocyte. B: circular cytoplasmic pro-

jection lymphocyte which may be difficult to distinguish from hairy cell leukemia.
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5o Sun wad i laeaus (Monocytoid cell) (Figure 3)
FRNUTAFANNRIAYNAAN (Small lymphoid cell) g/
waedlaana aﬂmwwmslmj (Large transformed cell)

Figure 2 A: Micronodular appearance of spleen in SMZL B: Histopathological features of white pulp lesion in

. ¢4 2 4
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aaWA AN eNEssaLaE 2070 T SMZLY uassnwy
ITRRAAETAANAEN (Plasmacytoid cell) agiu3misa
A , o ¢ @ " a - A
ADALAAN mumﬂLLmLeﬁaammq%agmnmmamﬂumn
wimanszaneeanlUAnouiodn aLas (Red pulp) o
Tusianshmies iWlageamasmenashasnusnudide
A [~ 1 ‘ﬂl a tﬁld 6 1
Soulluneiane) %@Lﬂumnmmsﬁaaiﬂu”[smama%mad
(2 v a ‘ilta a v Aa 6 [
i uwsneeLsnuifedidsmesdn i lsdmnadn wazena
wuLzasewA ey nvdanssnadwgadine e visaaany
1Anafiegsouuanasismassmaafifiaunsensaansnniv
aehstaian Fadutsnamenvasn3atalen (Marginal
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Figure 3 Monocytoid appearance of marginal zone cell

at high magnification
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Tulanszgn wuradlilnlanesdindanlushauazsian
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fio nuimaaNzSunsnagime lwdailan (Lymphoepithelial
lesion) (Figure 5) §h3Lshusvbedue) NorawuanmosemMIunsn
shansasnzSatiliogmelmdayviaidodonldndiai

dwsumawdsusmnidusrasnanasn woldspuay 30
989 MALT lymphoma 9088 22-47 W1 NMZL wassan
av 20-70 T SMZL™®

Sy luilluvied

MZL, axusassnaTovastimadonan weishlsinuns
UaAIRanaay CD5, CD10, CD23, cyclin D1 W N
fadlwmansiniadueas Wu BCL6, HGAL, uag LMO2 us
anawy CD43+ e T i dSemaumnemilanuns Soon
ﬂ'?/wmé‘mﬁvﬁaﬁwmé”mﬁ@ém naesiUms At
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WU MYD88 L265P mutation astietiueumaisiass LPL 1o

Falini tagatue’ WUM3LEAIRaNaa3 Immunoglobulin

superfamily receptor translocation associtated-1 (IRTA1)

si-aatig A A
Figure 5 Lymphoepithelial lesion (arrow) in the mucosa
of GI tract
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sUuvumMsugenans
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(q21;q21), t(1:14)(p22;q32), t(14;18)(q32;q21) Way t(3;14)
(p14.1;932) %@Lﬁuwaslﬁlﬁ@mmﬁwémm BIRC3-MALT1
LaziN@ Transcription deregulation 989 BCL10, MALT1
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Table 3 Frequency of genetic disorders in MALT lymphoma of various organs’

Frequency of genetic disorders (%)

Locations
t(11;18)(q21;921) t(1;14)(p22;q32) t(14;18)(q32;q21) t(3;14)(p14.1;q32)
Stomach 6-26 0 1-5 0
GI tract 12-56 0-13 0 0
Ocular and orbital tissue 0-10 0 0-25 0-20
Salivary gland 0-5 0-2 0-16 0
Lungs 31-53 2-7 6-10 0
Thyroid 0-17 0 0 0- 50
Skin 0-8 0 0-14 0-10

Table 4 MYDS88 1.265P mutations in lymphoma and related conditions

19,21-23

Subtypes of lymphoma

Prevalence (%) of

MYD88 L265P mutation

Lymphoplasmacytic lymphoma/Waldenstrom macroglobulinemia (LPL/WM) 90
Primary cutaneous large B cell lymphoma, leg type 61
Monoclonal gammopathy of undetermined significance (MGUS), IgM 54
Primary central nervous B cell lymphoma 35-75

Diffuse large B cell lymphoma (DLBCL)

MALT lymphoma

Ocular adnexal extranodal marginal zone lymphoma
Splenic marginal zone lymphoma (SMZL)

Chronic lymphocytic leukemia (CLL)

6.5-8.2 (29% in ABC subtype)
7-9
6.7
4-5
2.9-4

\/L v A . 12
£(11;18)(q21;q21) WU LALBENER Liu WASAM ~ NENUMT
fastamssnun H. Pylori sheenuiiiuelu Gastric MALT
lymphoma 3¢eiz T 74 £(11:18)(q21:g21) Hsaeay 60 LAy
wumsnduiud lunefieesnmmemauds lnansam iny
. ! t:i v G 90/ A [ g.lz = ° 17
H. pylori lutnsfinduidluaan deidsunshliomamens
Amndmaitgnasannme iatelumsdagulaimesnm
dasan MZL womswaemanmidaasnaasn laean
fatien Fsvhbisenain LPL léenn massam MYD88 1.265P
mutation 39FanNElumMITeAtiase® ™ lay MYDSS
1.265P mutation 9sa33ant i LPL lasnnindoaay 90 ue
AENLSAEAY 6-9 114 MALT lymphoma Wazsaeay 4-5
SMZL 463 kiwiaelys NMZL!
wasNgSa MZL dathasasysnnndioas mansa-
alas (marginal zone B-cell) Famusstiiansiniaiunns
anuah (post-germinal center) lwmaAnengfiauriudiaTud
62 o Y A G ¢ o A
waanyhAdueaannua (memory cell) flagmauawad
o Aa til o L% v ¥ [~ /al ;g % g.l/ XK 1
fuuaudiauiinadunaswan lasasenn dovin 9kl
Sasutlan?l MZL fimsulaenamwiiwsasnaasn dioe

Lymphoplasmacytic lymphoma (LPL)

LPL wulstssanasaray 5 vasuziSesiamhmaasmn
sigvilan’ sinmulueggens laemulaefignludaseny 70
1 dwsugrAmealluazmelng wusiesdaeay 1.1 109
anSsdnaniivdasioaen® laeddnwazmeqanensinm
uwenlaennan SBCL wfindue) Nionadmaidauanwidn
waenAFAN neiosnzathsdanga MZL

v LY 6 & dl a | o | ’oJ A

WihusinanwunmeseGaslainanssisnudonshimdos
Ion amanushslesmeele Wienamemeamavasmae
A A . . 4 P o
WaAWIA (Hyperviscosity syndrome) Fowulatszanmusar
&% 10-30 209the LPL/WM™ fia Hanmsmsssuuyssanm
lij a ldl A 9;:1 v | a a o
Fafeannmafidan i ifesananioras W Boudsey 90
xR % A all v f:i 7 a A a
& nahh visevaaad [ wenaniidianafismmaidaraaniie
Unfisaney anmavhomzeandadenuaziasemaudsei
ga9dangnIunIu NnMIsTeBaglulnayfusnnlindndi
a J a A . . .
Funh amgwmlusfivluden (Paraproteinemia) ainw
500 IgM Uaeiigalinnniiosay 90 uaswUTIEUM3
&30 1gG 30 IgA Dudnlbavnsihe
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Figure 6 Lymph nodes: small lymphocytes are mixed with lymphoplasmacytoid cells and plasma cells with

nuclear inclusion (arrow) (left figure) and dark pink staining on PAS (Dutcher’s body) (right figure)
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Figure 7 Cytoplasmic Ig in LPLs, mostly IgMs, in combination with light chain restriction (this case is IgM with

kappa light chain restriction)
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