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Summary

Extranodal NK/T cell lymphoma, nasal type(#§ #ENKTCL) » 2 = #- % lethal midline
granuloma - 5 £2EBV S B > § sLikmidface - palatal & orbital walls » #% o+ 2 *F
»ENKTCLY ¢ e A & ~ dciesh ~ B4 o) it af o2 + e o ENKTCLYE%;
¢ ¢ 4 - & T-cell associated antigens, # # % % CD2 £ cytoplasmic CD3e ™

% NK-cell origin 7CD56 o 4= 8 7 s &% st 8nf T ) F 0 ApRP i
PR 2 kR R A S ENKTCLp A ch a7 # 37555
37.9%~45.3% -

g A

FE 37 3% % extranodal lymphoma® = 43 % ¢hi= ¥ » fextranodal lymphoma®
extranodal NK/T-cell lymphoma, nasal type (ENKTCL) #_4p % #%. 4 #WHO
classification® A ez s #b 2 hp s  ENKTCL » #4454

. nasal and nasal type NK/T-cell lymphoma

. lethal midline granuloma

. polymorphic reticulosis

. progressive lethal granulomatous ulceration

. malignant granuloma

. non-healing granuloma

. midline malignant reticulosis

% - 8% 2«1 EBV-associated non-Hodgkin’s lymphoma (NHL) & ¥ & j° # e
bty o ENKTCLAZ R NK-cellssn G 2.4 %¢ - 5]yt ¢ % 3 CD56+ (neural cell
adhesion molecule), TIA-1 (T-cell intracellular antigen-1) markers,  ® 4% 2 T-cell
< EAFIL AT > Bt ¥ &2 T-cell lymphomas % &) o - #7chENKTCL 4048
4 fextranodal = % » ¥t %7 E 7t ¥ reactive processesii ¥ o & B A B W B )0
e oGt g v T At i B4 - ONS AR~ s R
&g~ ezt o ENKTCL2 T-cell lymphoma (TCL)#%F 37 £ i chfefk 2 fic > @
2 ¥4t 4 immunophenotype £ molecular genetic studies & & 4 o fF d F o F 4
R pe fF ENKTCL ik #75 NHLe6-7% > 45| & A s L m 8 o
EFEEINE & 0 ENKTCL 2 & i2je @ % 3nsldede b & p i b le hoens 2 A% > i@
F_d 4 L F ¥ v hangiocentric ~ angioinvasive 2 % angiodestructive behaviour
g o i g AlAc B RS RP EER o R L o 2 BART 4L
¥ & &% ¥ 51aeparaneoplastic phenomena - A WHO:%4 55 > system ENKTCL
¢ P~k 3 5 & f—angiocentric T-cell lymphoma ¢ revised European—American
classification of lymphoid neoplasms =7 & % » @ ® AT A K #H = B
WHO/EORTC~ # ¢ » i23f 2 & AL adF o

~NOoO ok, WwN -
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TS

ENKfCL B R EREMEHE L R AL s I (e.g, Japan, Taiwan, China,
Korea, Thailand and Hong Kong) ~ ¥ % (e.g., Guatemala

and Mexico)¥? = £ (e.g., Peru and Brazil)'* $& 4 i - ENKTCL %> & % & g
M I figdt s 2 B-cell type, %] &_ diffuse large B cell

lymphoma, & 8 # & eaNHL o fde -+ 22 45 4 9738 LenENKTCL % b3 F 837 g &
FFL7 e ek d TR RO ENKTCL: S 4 2% 5 2| M > 108 ka I 5 6
SRR RROE B L B ER A f8(22.51-79%) 0 H =1 5 8 K §(5-16.37%) 0 B8 AL
R E(25-16%) c P & ~ 35 W ~ 4k > ENKTCL:#75 NHLZ $]10% > 24/ &
%1& RE AT e Bl E 5 25% 5 A 73R4 § 40t 22-36:1 0 B2k w e ~ EdbP
TR AT F Y G kL B (G Ltablel)

Table 1 Gender predisposition in EMKTCL

Location Author Year Gender Age
(%) {years)
Peru Quintanilla- 1999 ¢ 43 M= 43
Martinez et al. 456 R=11-72
USA Gaal et al. 2000 230 2 =49-54
4 BO 2=019-75
Mexico Quintanilla- WM 3 2=21=93
Martinez et al. 4 6B 3 =1—65
Japan Seki et al. W0m N 2 =38-T8
379 4=31-84
Brazil Atemani et al. 002 ¥ M=45
4 69

China Hoshidaetal. 2003 T NA  M=40
INA  R=5-63

Thailand Assanasen et al. 2004 < 45 Mn =54
3 55

Korea Kim et al. 2006 =30 M=45
370 R=19=T73

Z=Female; J=Male; Mn=mean; M=Median; R=Range;
Ha = Hot available.

Aetiological aspects

Viral factors

ENKTCL i~ g d EBV#73ldz » iz & - #67% & ¥ crs % » F] 5 EBV ¥ {oB-cell

lymphoma#tp i - = 73 L7 % F EBVE ENKTCLH 4

Ltgmidd ¥ 4 s FDNA -

2. & e P € 4 JLEBV nuclear antigen 1 (EBNA-1) £ latent
membrane protein 2 (LMP2), ie 4% - latent membrane protein 1 (LMP2? &k < %
LMP2 > ¥ it 3 4% > 428 & £ LMP1) > latency |l pattern

JRFiir? 77 FRART EEBVILAR A & DIgGHM > wL R ¢ FEBV
capsid antigen (VCA) ¥ EBV early antigen (EA) -

4ENKTCLE % * EBVDNAG e p « 3= » Ainfis ¢ T % « $Ho R & F &
hikF - HEBV DNAD e 7 iy ¢ g v = o

5.izfalymphoma Azt 7 A 5 ¢ #EBV#rR 4 T-cell pool

(1) & 7 acute primary EBV infection # r/virus-associated haematophagocytosis
syndrome(VAHS) & # 35 -
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(2) & 7 chronic active EBV infection £ VAHS-like features - .

ENKTCL & et 3 2 % & g3 & 535

1.7 FF'EBV/FE—* R (strains) 2 % £ f& (variants) st (742 R 0 it 1123* L3R ER

gt o

2. fEE & B G R HEBVR % enig g 14 (susceptibility)

ENKTCL » ¥ % 4 Burkitt’s lymphoma ~ HIV & I P HEBVAR M 2 R 0 52 fAA

ek F Htype BEBVE i7 F 1t type A% - { ¥ w378 BLENKTCLHEBV &

LMP- 1gene; mutations > XA > A ERFOEE S E AL FEF F L FLMP

gene mutationsnEBV, F]pENKTCLZ. 3 #1447 it & WEBVe% B 2 A#H - &

ENKTCL" -2 5 LMP mutationssEBV & 5 & % (wild type) LMPHEBV if - 4%

EH -

Hypersensitivity to mosquito bites (HMB), EBV

infection and NK-cell leukaemia/lymphoma

Severe hypersensitivity to mosquito bites (HMB) 2 - &7 # L <A i o ARIE S ET

RS A g R T Ak

1. intense local skln reactions

2. high fever,

3. lymphadenopathy,

4. hepatosplenomegaly

BB F 5 & HMBehyg « » 5 chronic active EBV » 5% & 3 B

lymphoproliferative diseased = F]ut 7= igif A o ¢ 3 haemophagocytlc

syndrome £ NK-cell lymphoproliferative disease - iz % .51 & 11 HMB,

EBV infection, NK-cell Ieukaemia/lymphoma# ﬁ ¥ it £ F 40 I chpathogenesis - i+

%: - AP R TR R IR M (entity) - B2 F 2 B el 1“ RN S Sl
o5 7 EBVE % € @ NK-cell 7 = (immortalize) > iz NK cells ¢ F] % & g+ o7

w,z_ﬁffmsk pw gt @ FHMB= 5 RE TR £ B B IR > &HMB

T 4 ¥ 1 ¢ 5 EBV DNA(+) NK cell mlymphoprollferatlon 4 #Jg,NK-ceII

leukemia/lymphoma - & 7= HMB T 2L 5c 25 5 - @ A% falymphoproliferative

diseases & & & I > §fk + bk FvTe e MBI A F L BE HAFH

% 2 EBV DNA(+) NK cell s 2 o { ATeniakin s i+ v7e € 55d 45+

antigen-specific CD4+ cells 3% % J5 + LMP 1 gene - NK cellzh i » iz i A2 2 W

FINK cell=7oncogenesis -

Genetic abnormalities

BR @ % x5 TCR genesrearrangement » 2 ENKTCL#Az g £ 7 A F & ¥ o

1.Fas(Apo-1/CD95) : — fé'm™s % & % B¥ Tk = A EHA & > JH3Ttumor necrosis
factor receptor superfamily# @ — & 3 » & B Z &K 5 — fE P A F](tumor
suppressor gene) - Fas gene # # % % ¢ #r+|Fas-mediated apotosis - #B-cell
lymphoma ~ adult T-cell lymphoma ~ Hodgkin’s lymphoma® + 2 Jigfa R % -
BENKTCL® -Fasgene shX %y = > L j oA R¥p L2 L5 ofd
R m AR pAh e Rl 3E S Y A BpmFasgenesh R ¥ & ipfd
e p B oo

2. Class I HLA : EENKTCLJ5 ® % 3.downregulation » & ;2 FLP T f@ immune
escape£2 tumor growth o

3. pd3 gene : pd3ch R ¥ {48% FENKTCL s 4 # Affe e &) k o 82 2XpS3 R %
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§ Y 37p m { AeaggressivesnERK § AR D 0 v RS ETH B P W X A
ENKTCLJG + M TRpS3R # a5 & p & ~ ¥ FIA {2 ERRE > &F ik p
7 susceptible individuals =% #5 $-3% &% B 07 {7 i BB 5 o

4. Ras oncogene ~ the proto-oncogene c-kit and B-catenin(%+E-caderin-mediated
cell-cell adhesion % & & )mf\ RRLFPO3REF L -

5. chromasome 6q : — #& X Z_srtumor suppressor gene ; deletions 24 #%6021-25% &
§ GENKTCLy 4 @ Adteirl - vt 5357 100% -

6. p14 ~ p15 ~ p16 gene : tumor suppressor gene ; pl4 ~ p15 ~ pl6aF 2 4 Fn o 4F 4]
#_homozygous deletions » = ¥ % 3R o

7. Excess methylation of tumor suppressor genes : ¢ :# = ENKTCL crxcellular
dysregulation - p73 geneziexcess methylation #-94% ENKTCL 5 * PR o

Clinical features

1. Bje ¥ %38 > A5 granulomatous-like lesion » 1 & & § 5+ > € B e [
A, = — Blerythematous areas °

2. ¢ MR E » MEOR MR AE W3 OZRT e > (] 4eparanasal sninuese ~ orbits ~ oral
cavity£2 g J§ o

3.4 §HHACD TS B LA BN blded RS i

4. pt ¢t ¢ ug 5 haemophagocytic syndrome » 2 # high grade fever > liver

dysfunction - cytopenias » hyperferritinemia » 2 . E ¥ n %z e (L 2 4 > £
reticuloendothelial system® =hhaemopoietic cells & 7 < LB v iT* o

Him2 TRk A A Table 2. T - F)

Larynx feature

XAy > ¥ & d3Rulcer ~ necrosis ~ local pain ~ dysphonia ~ dyspnea

GIC features
@%?E“ﬁ)ﬁafr gt gw2 aGIC ":?ffi)]%sii)a’* € it GIC.

Bone marrow involvement
SR RPN DD ¢ Rl bR IR L B o

Haematological disease

ENKTCL ¢ #lhaemophagocytic syndome(HPS) ) 322 3¢ B @ % 18 { 45 72 « HPS
ZEERE SN - JE

1. persistent pyrexia(z &)

2. pancytopania

3. hepatic dysunction

4 haemophagocytosis in bone marrow ~ lymph nodes -~ liver ~ and/or spleen
—,—~ is z\ /{y{x? g g.

pleural effusion

ascites(*€ k)

CNS bleeding

coagulopathy

thickening of the gallbladder

10. lymphadenophty

11. cutaneous nodules or pulmonary infiltrates

N o v

©
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HPS» ¢ 4 4 % 2tENKTCL:R % &+ » v+ ¥ i & (545~ 7 Table2™ =)

Table 2 Clinical manifestations of ENKTCL

Organ affected

Clinical features

Nasal cavity

purple granulomatous mass
difficulty of breathing due to
nasal obstraction

gray or yellow colored necrotic

face

More common in B-cell lymphoma

i

Oral cavity

Skin

Gastrointestinal tract

Bone marrow

Central nervous system

Lymph nodes

Intranasal mass (with bleeding)

Purulent or blood stained nasal discharge
Masal cbstruction

Mon-specific rhinitis or rhinorrhoea

Masal septum destruction and perforation
Vestibule or turbinate ulceration
Dysosmia

Ore-nasal fistula formation

Masal skin erythema

MNecrosis of nasal dorsum

Facial is and fi ting facial . bils 5]~y B
acial necrosis and fungating facial masses Mx sinus ﬁﬁ]’f&@’mm'/ Bt

Chronic sinusitis

Men-specific bony destruction

Erosion of maxillary sinus medial, anterior amn
Meuropathy of trigeminal nerve

ethmoid == frontal sinus

Swelling and cedema of orbits

Destruction of orbital floor and lamina papyracea

Destruction of medial and inferior walls of orbits

Visual impairment

Uveitis

Vitritis

Orbital infiltration

Vitreous contraction

Retinal tears

Macular hole

Retinal detachment

Retinal and subretinal bleeding

Orbital cellulitis

Compression of optic, oculemotor, trochlear and abducent nerves
Diplopia, proptosis, unilateral swelling of conjunctiva and decreased visual acuity
Swelling of eyelids

Destruction of hard and soft palate

Ulceration of maxillary gingival and possible alveclar destruction
Indurated mushroom like masses

Mobility and exfeliation of teeth

Mecrotising stomatitis

Destruction of the wula

Spread to buccinator space

Muscle infiltrations (masseter, temporalis, buccinator)
Trismus

Hard, fixed, ulcerated mass on the tongue

Oral maledour

Multiple, firm, dark purple, nodules
Erythematous depressed, infiltrative patches
Thumb-like or Soya bean shape lesions with or without central crusted ulceration

Enlargement of the ducdenum

Ulcerative plagues or shallow multiple ulceration
Abdominal pain

Bloody stools

Heavily infiltration of immature lymphoid cells
Bone destruction

Direct invasion from sinonasal lesions

Cervical lymphadenopathy

R T AT IARY AR

v

1
2
3
4
d

. familial haemophagocytic lymphohistiocytosis (FHL),
. X-linked lymphoproliferative syndrome (XLP),
. Chediak Higashi syndrome (CHS)
. Griscelli syndrome (GS),
¥ o 20 M T 5 H s other malignancies, infections, autoimmune diseases or
rugsm A 4 o EBV¥ HPS pathogensis#fd % £ 3t d & % @ f jp|F]EBV DNA -
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viral load¥= disease activity 4p & - & HPS*® »3% % cytokines3® ¢ % 3k 1 hyperactivity
» ip & cytokines® £ disease activity 3 B > & 7 sIL-2R ~ INF-gamma ~ IL-6 ~ IL-10

£7|L-18 - iz 4 cytokineseiisources k p 3 EBV S it T-cells#2 NK-cells - Immune

response ¢ #up-regulation » ¢~ “t Fas/Fas ligand £ perforin/granzyme systems 2

# Ioe € % 3khaematophagocytosis -

Diagnosis

5 P eri s R ENKTCLIAE & > %%

1.ENKTCL ¢ #4cx ﬁﬁi%lf& RPN JF W

2. ENKTCL R Zpdcis > #inhaniehk s REHZI™ % o

¥ ENKTCL sk 5 4 30 47 i‘}lia Ao e & Y g o ENKTCLa %] 2 %1

i d | o FERRE A0 SRR E B ehEUR R ¢ g R R R e Y

AR AF o FIG ZENKTCL o md o 5 2 foig § R o & a0 1 5] 3

B afrifpd e WA EP O TR FR S EE P h o b pe

FREFR R IR RER L EFR IV RAE]NDE T P opERS

Py et Tl o ) EEL N B R b B o iR &R U

Flemgs I REg > ¢ ZMRI- 3 EIMCTE 87 o 50 p Xk 20 87

K7L € B EE R 38 P ek o #7F NHLs » & Z ENKTCL » p % %t 8 2

F B 4 an® i 3841 * Ann Arbor Staging System.

Histopathological features

1. ENKTCL s & 5 32 £ e small to medium sized atypical cells £ large
transformed cells i & 2 = o " P 3730 F = 7 2RA|3B 402 2 graunlar
appearance sn*e il ¥ L9 4 -8RV i 7 5 azurophilic granules (for example
identified with Giemsa stain).

2. "R ¥ § 3 B F i LU re 2B 11 2 angiocentric growth 5 e T At e
ENKTCL 4" € 7 angiocentric growh - ENKTCL 2 =0 ch4 p 5 % F 5 ““angiocentric
lymphoma’’ & “*angiocentric immunoproliferative lesion’ - ?X @ > angiocentric
growth i 2L-iig % ¢ J1 3L - angiocentricity~ & % # i lymphoma# B %3] &
F=Bcell lymphomas -

3.ENKTCL§ 4 B i e » St opiLie s § b & e o

4. iz B "% n A immunophenotype i CD56+, CD2+ and cytoplasmic CD3+ -

(1) CD56 — NK cell antigen

(2) CD3 antigen — T cell antigen » NK-cells 7 ¢ # 3Ri% i#antigen (activated
adult NK-cells #+CD20, CD5 and surface CD3 % negative).i& % 7+ iz I "6
e & 7 T-Cell -

ENKTCL % ¢ # & B>t NK-cell:imarker » ¢ 3 CD2, CD56, cytoplasmic CD3e,

CD16, CD43,CD94 » 4t # s &T-cell antigenp| ¥_3% £ & » |4 © surface

CD3, CD4, CD5, CD57, CD16 and CD20 - iz i & % %CD7, CD30 and CD45RO

f: € & spositive » & {xF L > gt 30 Teell marker » & iTehdp £4p 21 > & B

%+ € ¥ 7] marker & 3ipositives & > »]4rgranzyme B and Tcell intracellular

antigen-1 (TIA-1) (76.2% of all ENKTCL) - perforin and nm23-HI gene (42% of all

ENKTCL)-cCD3e+, CD56+ and CD3-> iz-48 % .7 # ENKTCL¥? T-cell lymphoma

W [ B % (T cell lymphoma i CD3+) - ENKTCL® eT-cells% 2 T cell receptor gene

shclonal rearrangements F]pt ¥ g2 2 i 5 00 B AT R s W W o B4

enteropathy-associated T-cell lymphoma (:& # 4= /& >+Gl tract) » T cell receptor gene
¢hclonal rearrangements @ & 3 > — FENKTCL b 405 5> e & 5 3 &
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ENKTCL e43 i -

Management

515 ENKTCL%F & @ ¥ $oif 4 AAWHOA £ 91 % » Tt B i crn g ok 2037 (4
Al A %= 2] %_- Prospective randomised controlled trials:# /2 3 4130 > F]pt p
rn;’é#;f;fs i #F retrospective studies and series reports, ¢ 7 radiotherapy alone >
high-dose chemotherapy with stem cell transplantation. #:7ig % & > BB /oK EH
© A > RS 5 o ENKTCLA gt /5% ¥ aggressive » NHL % 2 75 7 72

-- CHOP (cyclophosphamide, adriamycin, vincristine, prednisolone) chemotherapy
followed by involved field radiotherapy ¥fizaf 7 fichip ook @i £ L& R ©
Radiotherapy

<~ % ENKTCLHRT 48 F J& 23" » %54 it > involved-field RT 2 =
2 kIR it * ingi: o ENKTCL stage | and Il disease ¥ * RT;x% > radiation
dose >50 Gy £ = #t 2 3 % #PENKTCL iy %})ff, A et g I&SO%ﬁﬂuﬁa A ¥ H
* RTip % 7 complete response » ¥ — 47 3 4 I52% i A X RTing 8 7 i&
¥lcomplete remission » 42%:<i5 4 5 partial remission - 2 & - B p 61 ENKTCL
PleT 3 2 > W% RTI5% @ i Icomplete remissionst 5 5 100% @ 5 - & #
B g 3 3F 2 (3 s b)) ¢ * RTis » i& ¥lcomplete remission -

Radiotherapy i7-F" $f f 882 5 Jp crus b e % G v S0 50 e 1Y B s R
#rm % i $lcomplete resmisstionsfups 4 »c %k § e B A T 0 W3R X RTio g e
A = %20—30% ¢ 5 fFsystemic failure in extranodal sites » 5 #% & & 5 &
31—67% -

Chemotherapy

B e R ® PENKTCLE & chda i 2 5% B s 20l kg RRRIL > I BinR
s * 2P ENKTCLE & 5 = fhie:

1. first line mono-therapy in localised disease

2. in conjunction with radiotherapy in localised disease » j* > 42 %

3. in patient with systemic dissemination.

LG iR Ita :)I%Ei Wi B SR drek d heRT » T3555
40-60% #ex 1 B ing chup 4 ¢ § complete response - &induction therapy & {7 i
Fiohd 4 RT R e sg o endy §1 828 ° h it/ 2 PR 5 > iofd = 3% e Eik
FOREE O ARA B a1 R iR 2 Hsurvivalenet oo A R FT g BT B ALis B
R FRTH A R g L i F sk o RTE#F 1 08 & FBRTS 450
Fe Vi &_B 4 4~ 8P 2 (non-anthracycline-containing chemotherapy) - p % it &
e B Ak it TRT 2 1 I dmicrometastases » & £ 14 2 g b A 5 < 3R b azith
high dose chemotherapy (e.g., with ranimustine, etoposide,

carboplatin and cyclophosphamide) % /5% » &2 7% # 3T B 4212 autologous peripheral
blood stem cell £ bone marrow transplantation % # 24 » #1775 - & i¥ H =k Bone
marrow tranplantation & >/ » % #  j* - 00 o

New approaches

“f TATE g b o risk-based stratification £~ fA RTINS K o o iés—;g; S
lymphomasi=i 2 &g &~ = 4 o S5d — faf§ 8 ~ 3 »x ¥ M xxprognostic index » &
AR TEZHF R Y E 4 F & L aggressives s f 4 2 lymphomais F £
algorithme=n% 2% - the International Prognostic Index, the Lymphoma International
Prognostic Index, and the Prognostic Index for PTCL-U A& jis * 7 515 5
aggressive NHLs, follicular lymphomas and peripheral T-cell lymphoma, unspecified
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(PTCL-U).Leeetal. » #ENKTCL 4 3 & %7

1. UNKTL (upper aerodigestive tract NK/T-cell lymphoma), & 7z #73 % 24 ** # '
s FeF] s 22 ket e g ENKTCL » i34k 3n s B MR "o

2. EUNKTL (extraupper aerodigestive tract NK/T-cell lymphoma) » ¢ 2 #73 7 j§3t
UNKTL groupcziicases,

B K e T 8254 7 e —b5-year survival of 76% in UNKTL versus 0% in

EUNKTL - izt 17 3% 5 EUNKTL fgd5 { aggressive o o

Prognosis

ENKTCL g 4§ fZ eig i 5 0 5% R i3 5 5 237.9%1045.3% ° - 47 3
FEFHET = ﬁ e1{7 % tprimary sinonasal lymphomas, namely B-cell, T-cell, and
NKTC lymphoma, ENKTCL 4 {8 5 £ © Tk b > — 300 d 4 2 B ¢ 4w ik
R S I LR LS SRR S R R R M
PR R K B2 R FAI T i M CNSS g 2 o 5 fE 7 i
75 Bt ¥ - e e ENKTCLA 5 & i = 4 47 - nasal and extranasal type >
J‘Ff F AL B IRiE @ 18 J‘Ff R ¢ & j°eatranasal e 3 ¥ % 5 Hp 32 ¢ & 4 multifocal
distant dissemination - i& 4 4 #f /% £ 2w #14% | c4p 02 (UNKTL and EUNKTL) %
5 % ENKTCL 2% aggressive » £ 7 ip R #-€ R o 5 7 s FRRF a0 07 5
Bipis > T A AT S EF Y A gL L EBV load, degree of angiocentricity, 12
% stage of disease( Ann Arbor staging classification) > i 3842 3% 5 4 potential
predictors of poor outcome - 4% 3% & stage | (median survival of 796 days)£2 I
A % fiE £03E 15 (65.0%) - stages Il and IV (median survival time of 120 days) =3
s R L o

15 P

1 B >*Midline lethal granulomaé fesk ¥k > ™ 71 ie K 4 37
(A) Fg»d g

(B) g¥w§ &

(C) € 3=*oronasal fistula

(D) # lymphomat M

#%(B) | ! & Oral & Maxillofacial Pathology, P.439

T P

2 M **Non-Hodgkin’ s lymphoma™ 7| ¥ 48 %7

(A) MB cellk %

(B) ¢#2 M= gpaygt

(C) § B WALZARMp A fe ANHLHS % R A
(D) #FHFE»ELI A

2% | e MR Oral & Maxillofacial Pathology, P.431
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