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AMOIX| A ¥ da|T8E T 22| (Helicobacter pylori) X|Z, H|AH Z0|E4 X (nonsteridal
anti-inflammatory drugs, NSAIDs) &t Z ot @{AAM Al LHR B AX| A (proton pump
inhibitor, PP)2| AFERE = F =2 £ Ji& AO| RlHCZ X|=E[X|T AF 0|23 X[=0
SoHX| oM =284 HY(refractory ulcer)2t HEC} ol HEO| XZ0: £t M
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2 receptor blocker, H2RA) A|CHOf= ?|4F &H] AMSHO| Cha 27| MEo 1253 X =0 =0
g2 I 2ESHoE HmEtsts A7 BUCE H2RAELL MEH|AXN S0 HO{H PPIE ATt
S0 8F FY0z ZHEX| Ye AS 584 WL HEHA J|F22 AESALCL % 200=
2o} ZEst 2o ZE ™A 4 2H] AH A (potassium competitive acid blocker, P-CAB)7}
L
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PPILt P-CABS AME5I0] 2™ E = UM E SHOIYS W WEAH WESs E2E =238 #HY

o2 ZEA|FAO l=X| FEsX| Qict FZE FYHO|M relapsed/refractory diffuse large B cell
lymphoma (RR DLBCL)2t= &0{7} 22| ArEYD A= Hieb Z0| MAd/23d8 HY
(relapsed/refractory ulcer)2t £E2& = o|dE HOE #5t0 =239 Ao xHEY
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Figure 1. Refractory gastric ulcer in a diabetic patient with nephropathy and polyneuropathy. (A)
Initial endoscopy showed an H-1 stage ulcer crater at the center of the gastric angle. (B) After
Helicobacter eradication and 4 weeks of PPl treatment, the ulcer became smaller but persistent.

Additional PPI was given.

FOE|A #EY, S, §8, 18Y, 22d 4 =T S 7IT At 70M RO 2HE
APZEF 2T ATz ZHAMOAM & A2 S0 o H A[dsh ZYHAAM Hel=2
S = SJOIRALE (Figure 2-A). PPIE AFESHEH 7| FHEAEZ SIA20 fZte| ot AtE
S5t HYO| =HE[Z|7HX| 1 O&e| AlZHo] 2R E|RUEt (Figure 2-B,C,D).

Figure 2. Very slow healing process of the benign gastric ulcer in a patient with rheumatoid arthritis,
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diabetes, gout, hypertention and iatrogenic Cushing syndrome. (A) Initial endoscopy showed an
active ulcer crater at the lesser curvature side of the antrum and angle. Helicobacter was negative.
(B) 2 months after the initial endoscopy. (C) 6 months after the initial endoscopy, (D) The ulcer
crater was finally healed after 18 months of PPI therapy.
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2014E 82 H A L0] JA/JCID SJD HFZ ZHK[D 2 AFEI2 20173 AREIO|RALCH (Figure 3-A,B).
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Figure 3. Chronic peptic ulcer in patients without systemic disease. (A,B) Gastric ulcer at the greater
curvature of the antrum in 2017. (C,D) The ulcer was improved after 2 months of standard dose PPI.
(E,F) In a screening endoscopy a few years later, asymptomatic multiple small ulcers were found in

the antrum. (G, H) The ulcers were completely healed after half dose PPI therapy.

4) 238 HY2RE 2=|E SHA0M HAE ZUUETY

65M O do| MF 4Tte] £33 HY2ZE 2=|RACt of 8F 2| PPl X|=Z0= =5t
0| HOIRU= HEHRACH (Figure 4-AB). CT AALOIA 80| ZHot= 2 F1|7F AEEYD 5Y
Of HALZL HAXMSIYULE (Figure 4-C). RIOMHEN=0| AHE|ULD ERLESZY (gastrointestinal

stromal tumor, GIST)2 2HQI&| it

Figure 4. GIST referred as a refractory ulcer. (A) Initial endoscopy. (B) 8 weeks after PPI therapy. (C)

CT showed a large mass with central necrosis abutting the lesser curvature of the gastric body. (D)
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Subtotal gastrectomy specimen. The final diagnosis was GIST of high risk of malignant potential

(12x11 cm) without lymph node metastasis.



