


Extranodal marginal zone lymphoma of mucosa-associated lymphoid tissue

(MALT lymphoma)
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Diagnosis: Small B-cell ymphoma with plasma cell differentiation, consistent
with extranodal marginal zone lymphoma of mucosa-associated lymphoid

tissue (MALT lymphoma)
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ARTICLE

Ibrutinib plus Bendamustine and Rituximab in Untreated Mantle-Cell Lymphoma.
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Table 1. Characteristics of the Patients at Baseline (Intention-to-Treat Population).*

Characteristic
Age
Median (range) — yr
270 yr —no. (%)
>75 yr—no. (%)
Male sex — no. (%)
Race — no. (%)t
White
Black
Asian
Other or multiple
Not reported

Median time from initial diagnosis to randomization
(range) — mo

ECOG performance -status score — no. (%)#
0
Tor2

Disease stage — no. (%)
Il
1]
\%

Simplified MIPI score category — no. (%)
Low risk
Intermediate risk
High risk

Bone marrow involvement — no. (%)
Yes
No

Histologic features — no. (%)
Blastoid or pleomorphic
Nonblastoid or nonpleomorphic
Unknown

Extranodal disease — no. (%)
Yes
No

Tumor bulk — no. (%)
<5 cmin largest diameter
>5 cmin largest diameter
Unknown

TP53 status — no. (%)
Nonmutated
Mutated

Unknown

Ibrutinib Group
(N =261)

71 (65-86)
162 (62.1)

74 (28.4)
178 (68.2)

199 (76.2)
2(0.8)
47(18.0)
301
10(3.8)
1.4(0.2-116.1)

134(51.3)
127 (48.7)

9(3.4)
19(7.3)
233(89.3)

44(16.9)
124 (47.5)
93 (35.6)

198 (75.9)
63(24.1)

19(7.3)
211 (80.8)
31(11.9)

234(89.7)
27(10.3)

165 (63.2)
95 (36.4)
1(0.4)

114(43.7)
26(10.0)
121 (46.4)

Placebo Group
(N =262)

71 (65-87)
154 (58.8)

82(31.3)
186 (71.0)

-
n

141 (53.8)
121 (46.2)

14 (5.3)
22(8.4)
226 (86.3)

46 (17.6)
129 (49.2)
87(33.2)

200 (76.3)
62(23.7)

26(9.9)
201 (76.7)
35(13.4)

226 (86.3)
36(13.7)

163 (62.2)
98 (37.4)
1(0.4)

105 (40.1)
24(9.2)
133 (50.8)

* The intention-to-treat population included all the patients who
underwent randomization. All patients in the trial also received
bendamustine and rituximab. Randomization was stratified
according to the simplified Mantle Cell Lymphoma International
Prognostic Index (MIPI) score (low vs. intermediate vs. high risk).
19 Scores range from 0 to 11, with a score of 0 to 3 indicating
low risk, a score of 4 or 5 indicating intermediate risk, and a
score of 6 or higher indicating high risk. Percentages may not
total 100 because of rounding.

t Race was determined by the investigators.

* Eastern Cooperative Oncology Group (ECOG) performance-
status scores range from 0 to 5, with higher numbers indicating
greater disability. A score of 0 indicates that the patient is fully
active and able to carry on all predisease performance without
restriction, a score of 1 that the patient is restricted in physically
strenuous activity but ambulatory and able to carry out work
of a light or sedentary nature, and a score of 2 that the patient
is ambulatory and capable of all self-care but is unable to carry
out any work activities. Three patients in the placebo group
had an ECOG performancestatus score of 2 (which was outside
the protocol specification). In one case, there was a randomization
error and the patient was not treated in the trial. Two patients
had a score of 1 at randomization but had a score of 2 on day 1
of the first cycle (baseline).
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N pmmary end point @amim Median progression- free survival (mPFES) mawﬂmﬂmu ibrutinib 1 80.6 L@au
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TP53 mutation

Ibrutinib Placeho Placeho P
mPFS (primary end point) 80.6 months 32.0 months 0.75 0.01
(61.9 — NE) (43.7 — 71.0) (0.59 — 0.96)
CR 171 (65.5%) 151 (57.6%) 0.06
Objective response 89.7% 88.5%
Undetectable MRD 162/261 148/262
(62.1%) (56.5%)
(O]
OS at 7 years 55.0% 56.8%
Death due to disease 30 (11.5%) 54 (20.6%)
Death due to progression or 58 (22.2%) 70 (26.7%)
adverse events
Second-line anticancer 52 (19.9%) 106 (40.5%)

mPFS: median progression free survival, CR: complete remission, MRD: minimal residual disease, OS: overall
survival, HR: hazard ratio, Cl: confident interval
A Progression-free Survival B Overall Survival

100+
904

80 Placebo-+bendamustine and rituximab

704
Ibrutinib-+bendamustine and rituximab
601 Ibrutinib+bendamustine and rituximab

50
40

30
204 Placebo+bendamustine and rituximab
Stratified hazard ratio for progression or death, 0.75 (95% Cl, 0.59-0.96)

Percent of Patients Who Were Alive
«
3

0-
Stratified hazard ratio for death, 1.07 (95% Cl, 0.81 to 1.40)

Percent of Patients Who Were Alive without
Disease Progression

101 p=001 104
o A N S S S S I S S S S S —— o T T T T T T T T T T T T T T
0 6 12 18 24 30 36 42 48 54 60 66 72 78 84 90 96 0 6 12 18 24 30 36 42 48 54 60 66 72 78 84 90 96
Months Months
No. at Risk No. at Risk
Ibrutinib+bendamustine and rituximab 261 228 207 191 182 167 152 139 130 120 115 106 95 78 39 11 0 Ibrutinib+bendamustine and rituximab 261 239 221 208 197 187 171 163 158 152 145 138 128 118 70 25 O

Placebo-+bendamustine and rituximab 262 226 199 177 166 158 148 135 119 109 103 98 90 78 41 11 0 Placebo+bendamustine and rituximab 262 244 223 212 203 197 188 177 171 165 159 154 147 137 90 31 2

Progression-free Survival and Overall Survival (Intention-to-Treat Population).

The intention-to-treat population included all the patients who underwent randomization. Panel A shows the Kaplan-Meier
curves for progression-free survival, which was assessed by the investigators according to the Revised Response
Criteria for Malignant Lymphoma. The median progression-free survival was 80.6 months (95% CI, 61.9 to not evaluable)
with ibrutinib plus bendamustine and rituximab, as compared with 52.9 months (95% CI, 43.7 to 71.0) with placebo
plus bendamustine and rituximab. The significance boundary for superiority was a P value of less than 0.023. Panel B
shows the Kaplan-Meier curves for overall survival at a median follow-up of 84.7 months (range, 0.1 to 97.5). There
was no significant between-group difference in overall survival. As of the data-cutoff date, the median overall survival
had not been reached in either group. Symbols in both panels indicate censored data.
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Subgroup Ibrutinib Group Placebo Group Hazard Ratio for Progression or Death (95% Cl)
no. of events/no. of patients .
All patients 116/261 152/262 —a— : 0.75(0.59-0.96)
Sex :
Male 88/178 111/186 —— 0.77 (0.58-1.02)
Female 28/83 41/76 L - E { 0.65 (0.40-1.06)
Race :
White 92/199 118/206 I—I—:H 0.78 (0.60-1.03)
Non-White 24/62 34/56 : 0.59 (0.35-1.00)
Age :
<70yr 39/99 62/108 '—'—'E 0.67 (0.45-0.99)
=70 yr 77/162 90/154 I—I—E—i 0.78 (0.5 8-1.06)
ECOG performance-status score :
0 53/134 72/141 I—I—dI 0.69 (0.49-0.99)
1-2 63/127 80/121 —— 0.77 (0.56-1.08)
Simplified MIPI score category at baseline :
Low risk 15/44 21/46 : 0.85(0.44-1.65)
Intermediate risk 42/124 76/129 —_— E 0.50(0.34-0.73)
Low or intermediate risk 57/168 97/175 e : 0.57 (0.41-0.78)
High risk 59/93 55/87 — 1.02(0.7 1-1.48)
Tumor bulk ;
<5 cm in largest diameter 64/165 90/163 |—-—|: 0.71(0.51-0.97)
>5 cm in largest diameter 51/95 62/98 I—I—:i 0.78 (0.54-1.13)
Histologic features ,
Blastoid or pleomorphic 12/19 20/26 : 0.66 (0.32-1.35)
Nonblastoid or nonpleomorphic 86/211 110/201 I—'—l: 0.74 (0.55-0.98)
Unknown 18/31 22/35 : - 0.87 (047-1.62)
TP53 status i
Nonmutated 42/114 62/105 —— i 0.61 (0.4 1-0.90)
Mutated 21/26 17/24 L = ' i 0.95(0.50-1.80)
052 0{4 016 0{8 1 I0 1 f4 1 {8
Ibrutinib+Bendamustine Placebo+Bendamustine
and Rituximab Better and Rituximab Better

Subgroup Analysis of Progression-free Survival (Intention-to-Treat Population).

Progression-free survival was assessed by the investigators according to the Revised Response Criteria for Malignant
Lymphoma. Race was determined by the investigators. Eastern Cooperative Oncology Group (ECOG) performance-status
scores range from 0 to 5, with higher numbers indicating greater disability. A score of 0 indicates that the patient is fully
active and able to carry on all predisease performance without restriction, a score of 1 that the patient is restricted in
physically strenuous activity but ambulatory and able to carry out work of a light or sedentary nature, and a score of 2
that the patient is ambulatory and capable of all self-care but is unable to carry out any work activities. Scores on the
simplified Mantle Cell Lymphoma International Prognostic Index (MIPI) range from 0 to 11, with a score of 0 to 3 indicating
low risk, a score of 4 or 5 indicating intermediate risk, and a score of 6 or higher indicating high risk. Tumor bulk was
assessed on the largest diameter.
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Table 2. Adverse Events during Treatment That Occurred in at Least 10% of the Patients in Either Group (Safety
Population).*
Ibrutinib Group Placebo Group
System Organ Class and Preferred Term (N =259) (N =260)
Any Grade Grade3or4 Any Grade Grade3or4
number of patients (percent)
Any adverse event 259 (100) 211(81.5) 257 (98.8) 201 (77.3)
Infection or infestation
Pneumonia 87 (33.6) 52(20.1) 61(23.5) 37 (14.2)
Upper respiratory tract infection 71(27.4) 4(1.5) 68 (26.2) 4(1.5)
Bronchitis 38(14.7) 6(2.3) 38(14.6) 6(2.3)
Urinary tract infection 38(14.7) 11(4.2) 33(12.7) 6(2.3)
Sinusitis 28(10.8) 2(0.8) 34(13.1) 3(1.2)
Conjunctivitis 26 (10.0) 0 6(2.3) 0
Nasopharyngitis 24 (9.3) 0 28(10.8) 0
Herpes zoster infection 15 (5.8) 2(0.8) 28(10.8) 10(3.8)
Gastrointestinal disorder
Diarrhea 120 (46.3) 18 (6.9) 96 (36.9) 10 (3.8)
Nausea 107 (41.3) 6(2.3) 107 (41.2) 3(1.2)
Vomiting 58 (22.4) 7(2.7) 48(18.5) 0
Constipation 51(19.7) 0 68 (26.2) 1(0.4)
Abdominal pain 26 (10.0) 6(2.3) 30(11.5) 2(0.8)
General disorder or administration-site
condition
Pyrexia 95 (36.7) 5(1.9) 83(31.9) 5(1.9)
Fatigue 79 (30.5) 8(3.1) 77 (29.6) 6(2.3)
Peripheral edema 51(19.7) 3(1.2) 42(16.2) 0
Asthenia 30(11.6) 2(0.8) 25(9.6) 3(1.2)
Chills 18(6.9) 1(0.4) 39(15.0) 1(0.4)
Blood or lymphatic system disordert
Neutropenia 133(51.4) 122 (47.1) 136 (52.3) 125 (48.1)
Anemia 87 (33.6) 40 (15.4) 64 (24.6) 23(8.8)
Thrombocytopenia 93 (35.9) 3(12.7) 69 (26.5) 34(13.1)
Leukopenia 47 (18.1) 26 (10.0) 44 (16.9) 29(11.2)
Lymphopenia 47 (18.1) 2(16.2) 35(13.5) 31(11.9)
Skin or subcutaneous tissue disorder
Rash 98 (37.8) 31(12.0) 57 (21.9) 5(1.9)
Pruritus 46 (17.8) 6(2.3) 56 (21.5) 1(0.4)
Maculopapular rash 26 (10.0) 12 (4.6) 10(3.8) 3(1.2)
Respiratory, thoracic, or mediastinal
disorder
Cough 77 (29.7) 1(0.4) 85(32.7) 2(0.8)
Epistaxis 31(12.0) 0 12 (4.6) 0
Dyspnea 26 (10.0) 2(0.8) 46 (17.7) 5(1.9)
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Table 2. (Continued.)

Ibrutinib Group Placebo Group
System Organ Class and Preferred Term (N =259) (N =260)
Any Grade Grade3or4 Any Grade Grade3or4

number of patients (percent)

Metabolism or nutrition disorder

Decreased appetite 56 (21.6) 4(1.5) 36(13.8) 3(1.2)
Hypokalemia 39(15.1) 19(7.3) 31(11.9) 14 (5.4)
Musculoskeletal or connective-tissue
disorder
Arthralgia 45(17.4) 3(1.2) 44 (16.9) 0
Back pain 36(13.9) 2(0.8) 37(14.2) 1(0.4)
Myalgia 31(12.0) 0 30(11.5) 3(1.2)
Nervous system disorder: headache 33(12.7) 0 40(15.4) 1(0.4)
Vascular disorder: hypertension 35(13.5) 22(8.5) 29(11.2) 15 (5.8)
Injury, poisoning, or procedural complica- 21(8.1) 2(0.8) 30(11.5) 5(1.9)
tion: infusion-related reaction
Cardiac disorder: atrial fibrillation 36(13.9) 10 (3.9) 17 (6.5) 2(0.8)
Psychiatric disorder: insomnia 29(11.2) 0 28(10.8) 0
Investigations: decreased weight 26 (10.0) 3(1.2) 20(7.7) 1(0.4)

" An adverse event during treatment was defined as any event that occurred after the first dose of ibrutinib or placebo, through the treatment phase, or during the 30 days after the last dose of ibrutinib or
placebo or until subsequent anticancer therapy, whichever occurred first; or as any event that was considered by the investigators to be related to ibrutinib or placebo regardless of the start date of the event;
or as any event that was present at baseline but that worsened in severity or was subsequently considered by the investigator to be related to ibrutinib or placebo. The safety population included all the patients
who received at least one dose of ibrutinib or placebo.

1 Preferred terms that were reported by the investigators were combined as follows: neutropenia (“neutropenia” and “neutrophil count decreased”), anemia (“anemia” and “hemoglobin decreased”), thrombocytopenia
(“thrombocytopenia” and “platelet count decreased”), leukopenia (“leukopenia” and “white-cell count decreased’), and lymphopenia (“lymphopenia” and “lymphocyte count decreased”).
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I. Long-term efficacy, safety and neurotolerability of MATRix regimen followed
by autologous transplant in primary CNS lymphoma: 7-year results of the IELSG32

randomized trial. Leukemia (2022).

Ferreri, A.J.M., Cwynarski, K., Pulczynski, E. et al. https://doi.org/10.1038/s 41375-022-01582-5

nmineaudeeudielulasimsdney ELSG32 Tu
%ﬂas} HIV-negative primary CNS lymphoma (PCNSL) lag
angal#3y induction @8 methotrexate-cytarabine (arm A),
or methotrexate-cytarabine-rituximab (B), or methotrexate—
cytarabine-thiotepa-rituximab (MATRix; arm C) ﬁﬁ@auauaﬁ
famsin®1aziing second randomization 52%ine whole-brain
irradiation (WBRT) N carmustine—lthiotepa-conditioned
autologous transplantation (ASCT) AANANNITRARIN 88
LAOUNLIN 7-year OS of 21%, 37%, and 56% &30 arms A,
B, and C msiséiu Teengudilél MATRIx $a3¢iu consolidation
azdl 7-year OS of 70% I@ﬂmzﬁm%mwmﬂ consolidation
@e WBRT i ASCT lalumndnein uddilasy WBRT azdl
attentiveness & excecutive function fifaanin ASCT

Il. Romidepsin Plus CHOP Versus CHOP in Patients With Previously Untreated
Peripheral T-Cell Lymphoma: Results of the Ro-CHOP Phase lll Study (Conducted

by LYSA).

Bachy, Emmanuel; Camus, Vincent; Thieblemont, et al. J Clin Oncol 2022; 40: 242

N13@N® phase Il 391319 Romidepsin + CHOP
(RoCHOP) versusICHOP Iuﬁﬂw peripheral T-cell
lymphoma (PTCL) 7luiaasunssnesnnan primary end
point @ progression-free survival (PFS) Aisinlasenis
fnw n=421 dnang PFS lunga Ro-CHOP versus CHOP
12.0 1@a% (95% CI, 9.0 to 25.8) versus 10.2 1A% (95%
Cl, 7.4 to 13.2) hazard ratio of 0.81 (P = .096) @hﬂa;m
overall survival (OS) @8 51.8 versus 42.9 months A9
N5 romidepsin s3xny CHOP laliiAsn PFS OS was
gnsMInaUauaIiamIsnIluiie PTCL
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Lymphomatoid Granulomatosis presenting with multiple brain lesions:
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GA: drowsiness, well-cooperation

LN: lymph node 3 x4 cm at left submandibular,
firm, not movable

Abdomen: no hepatosplenomegaly

Upper extremities: Grade 5/5

Lower extremities: Left grade 3/5, right grade 4/5

nN1snsoINwHadlnUA

CBC: Hb 17.9 g/dL, HCt 52%, WBC 8 x 109/L, N 80%,
L 20%, platelet 250 x 109/L LDH 172 (normal)
AntiHIV negative

MRI brain: mutifocal enhancing hypointense T1W, isointense
to mild hyperintense T2W masses with restricted diffusion
in body corpus callosum-cingulate gyrus, right frontal
periventricular white matter/right-sided genu corpus callosum
and bilateral middle cerebellar peduncles and multiple nodular
enhancing lesions with restricted diffusion scattered in bilateral
cerebrum, cerebellum and brainstems, some of them
scattered along vascular structure. DDX lymphoma.
Perilesional vasogenic edemas.

CT neck, chest, and whole abdomen: 2 cervical
lymphadenopathies at left level II-lI, size 1.8-2.1 cm in short
axis, could be either lymphoma involvement or node metastasis.
Multiple subcentimeter lymph nodes along bilateral cervical
regions. No intrathoracic or intra-abdominal lymphadenopathy.
lll-defined centrilobular nodules at posterior segment of RUL,
and superior segment of RLL, suggest endotracheal process
such as active infection.

Brain blOpsy, left frontal lobe: The sections from brain
biopsy shows chronic inflammation with perivascular lymphoid
infiltration (Figure 1). and poorly form granuloma (Figure 2).
There are diffuse areas of mixed inflammatory cell infiltration
with Some scatter large atypical lymphoid cells with enlarge
irregular nuclei and distinct nucleoli (Figure 3).

A




Figure 1 Figure 2 Figure 3

Lymph node biOpsy: The sections from lymph node show effacement of normal nodal architecture with an area with
the same histological findings as brain lesion. There are prominent large atypical lymphoid cells in small lymphoid and
plasma cell background. These atypical cells look resemble to small mononuclear Reed-Sternberg cells or LP cells in
nodular lymphocytes predominant Hodgkin lymphoma. CD3 shows scatter small T-cells and CD20 shows scatter
polymorphous B-cells The atypical cells are negative for both CD3 and CD20. The atypical cells are weak positive in
golgi pattern and membrane to CD30. But the atypical cells are negative for CD45, oct-2 and PAX-5. However, the
atypical cells express other B-cell lineage marker such as BOB-1 (Figure 4) and MUM-1 (Figure 5) and also positive for
EBER (Figure 6). All findings and clinical are compatible with diagnosis lymphomatoid granulomatosis with aberrant
expression of CD20 (Negative CD20). The tumor cells still express some others B-cell lineage marker such as BOB-1
and MUM-1.

Figure 4 Figure 5 Figure 6
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Systemic Lymphomatoid granulomatosis with secondary CNS involvement

nasatulsa

mmmmwaam%umamnmaﬂ Ahafinemeladumalidslasumislaviarismala uasdaluvadianin
Lmawa"ﬁumamamumamﬂu non- Hodgkm Iymphoma ’Qﬂ@&ﬁ‘ﬂiﬂ‘]&?’] hematologist 1avin bone marrow biopsy
wa‘ﬂmﬂ LLava@ﬂiﬂ‘H'] ENT Lwa@@mummamm@a sLmo,mwmama immunohistochemistry mﬂ"mmawammm AR
%utuammmmaaﬂ Nmﬂvl,mumﬁimmmﬂm dexamethasone 10 mg intravenous g 6 hour naea N lAaLALI8R 5 T
ARG Pseudomonas pneumonia 39lanea steroid il Luaﬁmﬂwﬁmuﬁmm prolong intubation 391@¥i
tracheostomy . .

3 dUanvisiaswation brain biopsy wazsiassirdasaaniitidn annstaesniausasithevaly dileannm
wglalelagriiunie tracheotomy AlFnsThendseaivdedy high dose methotrexate %aﬁvlm‘ummhalvl,sm
nazunsndeule 9 [slAdUrenduimg flssdeaasiandeannldenla 2 davinuinladld mma‘uwaiyﬁaq
weidiald tracheostomy as " dvanlgensaud 2 18 1 T Auedld 1o waune Wasnd 18¥in chest X-ray wuqnil
aspiration pneumonia ENZHL RGNl wazl¥eneiia @amwﬁamawmmm ruumnglaainal laadszaziian
mu@ummiaumLaammﬂunm 3 LD

@




Nzﬁﬁ@iauﬁﬁlﬁﬁaﬁ:ﬁﬁ@ Iymphomatoid granulomatosis
(LYG) ldgnussensaisusniiolia @ 1972 Iag Leibow
wazame’ uaanFieanulsaidstasnin TagnzLsy
@iauﬁwmﬁawﬁ@ﬁazwuﬁaﬂuémaL‘flué”@?a'm 211 uag
3:1 I@ﬂﬁmmwmw 40-60 % nziS9maninvasriail
amwuﬁﬂum‘mm"ﬁa Epstem Barr V|rus I@ﬂaﬂﬂﬂ'mw"ﬂ@ﬂ
lsaazidli systemic disease wwm@u‘wﬁa@ memeau‘w
wodnlaun Aamits ssuvdszamainnans la du s
wgladIndu NaAUeIr1s ansuseslsanaaniinnaeg
wazinunyldites® TaanuseslsafivonldSasas 80
RanTeS 088z 40 wasissuuUseanaIunansiaaas 20°°
lasnwugleidasnadesiniasas 60-90 lagdnazd
manszanglufianasianas 30 VD918 nsnuseslsad
aupaiiln primary CNS involvement “Sanlison I@mﬂu
VL@WNN‘WL‘U% mmunooompetent hag |mmunodef|o|ent
wamu systemic LYG a N@’m’]iLU@@’M’li dmitnan
Lmaaaﬂﬂmﬂﬂmﬂummﬁmwﬂ@uaa logludilinaos
Liwmuwmgmﬂu immunocompetent maal‘mmﬂam

‘"uum“ammma’m uinTanyfisoslsafidamiiniag
Aale @ﬁ%uﬁlﬂ@(ﬂﬁlﬂm% systemic LYG with secondary CNS
involvement {n#1ge

§uIUneBINeNVaINIsia LYG smdfslansudeian
leRns@neiefanwmeenenFing, immunophenotypic
wuN#Ihi extranodal malignant lymphorma Afidnwosiam”
loe LYG Susiudiy EBV Geviliiiiia B-cell lymphoproliferative
Hanwouetdn granulomatous disease with EBV infection wag
% angiocentric a2 angiodestructive lymphoreticular
proliferative’® @18 WHO classification Mg LYG grading

ANNEARIUVAY large lymphoid cells wazanww EBV positive
B cell @a%a high-power field wazUSuaaes necrosis'
laeSaaas 50 289 grade 2 waziaaas 70 U89 grade 3 WU
713 clonal immunoglobulin gene rearrangement Wl 1
grade 1 wu'lslas™

&“ﬂwmzmmaﬁmaﬁ%ﬂwﬁﬁiaﬂ‘[i@'ﬁ'auaﬂﬁuﬁmﬂji
Tonangaghe laun andses 90 wunwdou é’uwwm@‘%e
TN FUFK 91NN Parkinsonism A LFeN " Gﬁwuaﬂ
ﬂ‘lJ’J’]@HLL‘ViuﬂIi@E]EWII@ Toendwl & aoue cerebellum
basal ganglia, bramstem I@ﬂwmwmmﬁwwuuawa@i@
WAL IRFTE LLawmmewmaﬂiﬁﬂmaﬂm@@a supratentorial®
I@maﬂh@luamamuwuL@umu mass-like 3ailiu diffuse
infiltratiorj Fanaaziin single ERI multiple lesion Ae'
Tunsiidu primary CNS- LYG wusaalsaiduansomue
mass-like lesion leUaau1nnan systemic LYG'® wazain
AMsnunIBLuULIusTUUNLI1 mass-like lesions wWutlag
i1 diffuse infiltration 1w primary CNS- LYG™ Ggluglae
29913144 secondary CNS-LYG wudanwaizilu mass-
lesion Gmama znulu primary CNS- LYG HINNIT FINTU
iasﬂiﬂwu‘m cerebellum, bramstem Gﬁﬁaa@@aaﬂﬂmmmu
Aflan memwmaaﬂi@agw oeriventricular area & any
laivnelu LYG

nsadadananlsalawn primary CNS lymphoma,
vasculitis, Wegener’s granulomatosis, malignant glioma,
metastatic tumors, chronic lymphocytic inflammation with
pontine perivascular enhancement responsive to steroid
(CLIPPERS), multiple sclerosis'® Tagianny ﬁauwﬂﬁ’u
primary CNS lymphoma Sﬁqa‘"vLuuaﬂwmwiaﬂiﬂwanm
YaneLARAnIRNsTasanaLEaamiouiinuln LYG

i



ﬁm%fuymi%’ﬂmﬁ?uvl,siﬁqmmL@ﬁﬂwﬁ@ﬁLﬂ':_’lummgm
AN135nENANUE NIRNAR IHeaLResasa mma’jﬂwﬁ’@
nsanguas wazli anti-retroviral therapy lugtlae HIV'
’mmumiwmmmh@uuwmwmL‘ﬂu pnmary CNS- LYG
W umam’gmmawmu systemic-LYG ‘mJ CNS involvement™®

Fonvianwaniin angiocentric growth'® &1%3u LYG
famaanudl EBV expression 1a3asz 40.9 lugihaiiu
immunocompetent Liazsaeaz 80% Tugihe immunodeficiency
(HIV) Togifudnandau 1:2° nansnmaduilaasansg
WA @@N‘HWL%@@G‘WU Iarge lymphoid cells ‘ﬂmﬂwm”mu
granulomatous Lazi angiocentric growth laad anae
marker 289 B-cell lineage marker 16uA BOB-1 waz MUM-1
wald@a CD20 wassINAuUAIIAaWLI1H EBV positive
a9 b@ny lymphomatoid granulomatosis

19Na1S9E

1. Liebow AA. Lymphomatoid granulomatosis. Calif Med 1972;116:48-9.

2. Mazzie JP, Price AP, Khullar P, Montoya CH, Roberts JE, Lee H, et al. Lymphomatoid granulomatosis in a pediatric
patient. Clin Imaging 2004;28:209-13.

3. Lundell RB, Weenig RH, Gibson LE. Lymphomatoid granulomatosis. Cancer Treat Res 2008;142:265-72.

4. Liu H, Chen J, Yu D, Hu J. Lymphomatoid granulomatosis involving the central nervous system: A case report and
review of the literature. Oncol Lett 2014;7:1843-6.

5. Hamilton MG, Demetrick DJ, Tranmer BI, Curry B. Isolated cerebellar lymphomatoid granulomatosis progressing to
malignant lymphoma. Case report. J Neurosurg 1994;80:314-20.

6. Ishiura H, Morikawa M, Hamada M, Watanabe T, Kako S, Chiba S, et al. Lymphomatoid granulomatosis involving
central nervous system successfully treated with rituximab alone. Arch Neurol 2008;65:662-5.

7. Olusina D, Ezemba N, Nzegwu MA. Pulmonary Lymphomatoid Granulomatosis: Report of A Case and Review of
Literature. Niger Med J 2011;52:60-3.

8. Schalper KA, Valbuena JR. [Primary cerebral lymphomatoid granulomatosis in a HIV-positive patient. Case report].
Rev Med Chil 2011;139:218-23.

9. Lee JS, Tuder R, Lynch DA. Lymphomatoid granulomatosis: radiologic features and pathologic correlations. AJR
Am J Roentgenol 2000;175:1335-9.

10. Xiang Y, Liu C, Xue Y, Li S, Sui Y, Li J, et al. Primary Central Nervous System Lymphomatoid Granulomatosis:
Systemic Review. Frontiers in Neurology 2020;11.

11. Sabattini E, Bacci F, Sagramoso C, Pileri SA. WHO classification of tumours of haematopoietic and lymphoid tissues
in 2008: an overview. Pathologica 2010;102:83-7.

12. Song JY, Pittaluga S, Dunleavy K, Grant N, White T, Jiang L, et al. Lymphomatoid granulomatosis--a single institute
experience: pathologic findings and clinical correlations. Am J Surg Pathol 2015;39:141-56.

13. Katzenstein AL, Doxtader E, Narendra S. Lymphomatoid granulomatosis: insights gained over 4 decades. Am J Surg
Pathol 2010;34:€35-48.

14. Gitelson E, Al-Saleem T, Smith MR. Review: lymphomatoid granulomatosis: challenges in diagnosis and treatment.
Clin Adv Hematol Oncol 2009;7:68-70.

15. Mizuno T, Takanashi Y, Onodera H, Shigeta M, Tanaka N, Yuya H, et al. A case of lymphomatoid granulomatosis/
angiocentric immunoproliferative lesion with long clinical course and diffuse brain involvement. J Neurol Sci 2003;
213:67-76.

16. Lucantoni C, De Bonis P, Doglietto F, Esposito G, Larocca LM, Mangiola A, et al. Primary cerebral lymphomatoid
granulomatosis: report of four cases and literature review. J Neurooncol 2009;94:235-42.

{5



	01 newsletter Vol1 2022 p1
	02 newsletter Pathology Forum-ไพศาล บุญสะกันต์ Vol 1 p1
	03 newsletter Pathology Forum-ไพศาล บุญสะกันต์ Vol 1 p2
	04 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p1
	05 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p2
	06 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p3
	07 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p4
	08 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p5
	09 newsletter TLSG review article ดุสิต จิตรเอื้อกุล Vol 1 p6
	010 newsletter Interesting article dr Lalita Vol 1 p1
	011 newsletter interesting article TLSG pisa Vol 1 p1
	012 newsletter interesting article TLSG pisa Vol 1 p2
	013 newsletter interesting case อ.นิศา Vol 1 p1
	014 newsletter interesting case อ.นิศา Vol 1 p2
	015 newsletter interesting case อ.นิศา Vol 1 p3
	016 newsletter interesting case อ.นิศา Vol 1 p4

