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A Case of Synchronous Mucosa-associated Lymphoid Tissue Lymphoma
and Early Carcinoma of the Stomach

Kyoung Hun Lee, M.D., Hyun Soo Kim, M.D., Soon Koo Baik, M.D., Dong Ki Lee, M.D,,
Sang Ok Kwon, M.D., Tae Heon Kim, M.D.* and Mee Yon Cho, M.D.*

Departments of Internal Medicine and Pathology”, Yonsei University Wonju College of Medicine, Wonju, Korea

Multiple primary gastric malignant tumors are reported to constitute 1.25% of all gastric carcinomas. The
simultaneous coexistence of adenocarcinoma and mucosa-associated lymphoid tissue (MALT) lymphoma of the
stomach is very rare. Moreover, both gastric carcinoma and primary gastric MALT lymphoma are considered to
be related with Helicobacter pylori (H. pylori) infection. However, the precise role of H. pylori in gastric
carcinogenesis and lymphomatogenesis still remains as a challenging part of gastroenterology. We present here a
rare case of simultaneous gastric MALT lymphoma and adenocarcinoma of the stomach in a patient with evidence
of H. pylori infection. The MALT lymphoma was successfully treated after the eradication of H. pylori. However,
the gastroscopic biopsy of the other lesion of the stomach for 3-month follow-up demonstrated signet-ring cell
carcinoma. We report the case of this synchronous neoplasm of the stomach related to H. pylori infection with
a review of literature. (Korean J Gastroenterol 2001;37:455-460)
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A A ep el Welsled FFAAE WABZHAE AIY
ghoket. A AJHRE AR ARG A § A
Hoh shAl Foll chibAl 9] Akt Al v} BAE
o] (Fig. 1A, 1B) o] F1& ¥ 9 AAS 22745
Algetgict. 3abe EpRlolA AlE 2234 §
sRARet A2 ket Ae] Huldd gAYy §
2 ZZ2 AT (Fig. 2A, 2B) 3/0U7- H. pylori AIF
3 AE AEE ARPEA ofF FHT FFsE WAl
73R A el A oA ] Ak 2 HhEeR 3 oY §
AAE el HEH =7] fgto] AdiHo] BEdez A
A=tk

HY A AR S-7ell4] H9h2 130/80 mmHg, Y
g 803)/2, TH 203)/E, A2 37CelTh §A WS
Hom 942 Hasigion] FRARA YE 2 FA
B2 kom ASSE Aol B LAl
e Adolga B4 srtol} gHe2 RAF|A gkt

7h v, A 9 57 Foe FAEA oggek U B4
LB AN A WP 5,110/mm°  (FAT 67.4%, o
E 24.8%). A4 13.6 g/dL, BT £4 39.0%0)¢
a9tk 258,000/mm° o]ict. A AMAAAE AU
olow HHAWNAA A Fa4A4 9 gdl, Ze|
obelrd 0.6 g/dL, & A 7.9 g/dL, 2Ewl 4.9 g/dL, AST
22 TUJL, ALT 18 IU/L, &47}e]Ad EAs}elA] 55 U/L, »-GT
19 ULE A4olddrt. dAZTaAAH AN Z2EFH]
A7+ 12.92(INR 0.88), 243} HE 2012712 320
27 Agoldet FFEA AR AN CEASE CA 199 &
T A4S B 2-MGE 1.5 ng/l (B4R 0~2.4 ng
/L) ol9)3, LDHE 349 U/L (AAA 121~520)0|9ck &
A A A HBs Agfanti-HBs (-/+), anti-HCV (-)o|%l1,
SN} AN AH A 2T Aol

ke ERAAAAE A4 £1S B 55 259
AARIA fZA vl3 B e Helrt o4E kgt A

Fig. 1. Gastroscopic findings. (A & B) Initial endoscopic findings show multiple ulcerations in the antrum
and lower body and mucosal fold thickenings in the body. (C) Three-months after the eradication of H.
pylori, diffuse granular mucosal irregularity and ulcer scar are demonstrated in the lower body and antrum.
(D) A depressed erythematous mucosal lesion is observed in the posterior wall of upper body.
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Fig. 2. Gross appearance of the resected stomach. About 1
cm-sized depressed mucosal irregularity is noted in the posterior
wall of the stomach (arrows).

U4 AT wsiel Qyoldl g AskukEe] WAHT
(Fig. 10). T8+ 9IA¥ol4 F5E Y20} Fohigel v 3
7} Baslol, WARZYE oY, A, BER 77t
A ol B 248 Adegch el
AR FAZlE o 1 em 27)e) PR B8R B
A moks] By e wsleh WHo] Bl 257
A4S Assle Fig D). 2474 A3 919 4% F
Holl4 ol T APATGF o2 ADAND, §E
B ooiEel e WA 9% Lol Basglon], Sy
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7] kel Anr E3ws} vhws ohidz) 919k % obuel,

Fig. 3. Microscopic findings. (A) Low-power view of the initial biopsy reveals dense lymphocytic infiltration
replacing the gastric glands. (H&E stain, X 100). (B) High magnification of the initial biopsy demonstrates
infiltrating monocytoid lymphocytes, plasma cells and lymphepithelial lesions, which are consistent with MALT
lymphoma (H&E stain, *<200). (C) Antrum of the resected stomach shows the gastric mucosa with multifocal
mature lymphocytes aggregation without residual MALT lymphoma 3-months after the H. pylori eradication
(H&E stain, X40). (D) Upper body of the resected stomach reveals signet-ring cells infiltrating through the
lamina propria (H&E stain, x200).
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Table 1. Characteristics of Synchronous Gastric Carcinoma and MALT Lymphoma of the Stomach

Ref. Gastric carcinoma MALT lymphoma
Treatment
No. Location Type Differentiation Location H. pylori
LC of body AGC, intestinal type Moderate Antrum +  Decline
3 GC of body EGC Ila, T1b (3.0x1.8cm) Poor GC of body + Total gastrectomy
Fundus & antrum Lymphoepithelioma Undifferentiated  Fundus & antrum + Partial
like carcinoma gastrectomy
5 LC of pre-pylorous EGC Ilc, Tla (3.5x2.5cm) Poor Antrum + Total gastrectomy

LC, lesser curvature; GC, greater curvature; AGC, advanced gastric

2ol H. pyloris] Z%do] FUHEQS o5 3 Avieln
Wz Pz Sublo] 2ellolAt 27] Sgk, U
A 26 RZTF Sigk AW gieke] 47 162 3¢
7 l4detolgiek. Sigkel F WA E Avsh AR 7
2t 2eilolgl s, Rt YZ2AY 9] YrFe] AR
A 9 AR eI A wsken] B FellAE o
AR}l YR A AL yulo] RESYT 9]
E3EE ool AESE wE wRaES] A4S 1Y
on] 2 ZelE ARsholgich ATk A7E 1ellolld F4
A SAZAAAE B B4 AF%e Ageiglont
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cancer; EGC, early gastric cancer.
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