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Table 1. “Red Flags” of Peptic Pain in Children: Indica-
tions for Early EGD

1. Hematemesis / blood in the stool
2. Dysphagia / odynophagia

3. Persistent, unexplained vomiting
4. Weight loss / diarrhea

5. Immune suppressed patient

LHotA Ot S| Aot 2004E T FH MEXY
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Ao} &3l7)ste] Mo WA AR A 713 AgHE Ao ks el 2710 WAAES A
71717F k. AAA A S N AFsE A A3 Hojol & BeEZ = EF(hematemesis), I
ol = A3 AR A4S E ¢ JA HJAL (melena, %S hematochezia, OGIB; occult GI
WAIZES B A7 Ao 7hsstA Ho] B2 bleeding), Al &# P 55 (dysphagia/odyno-
AT dee 7E JAGE £ A =YY T3 phagia), A7 AEFHE FE 5 HA S (red flags)
ol ZAGA Y wA YUY 7]7]e dHoeZ & b & wo]ti(Table 1). = &4 Zol7) & o 7}
ofol| K] 9174# WA E &st7 e e X5 F &Y AHS A8 WABS AR gt
E S dHe =72 AP Uk Aol A Folo| A A7 AEHAY AF

Zofo A AFH WAIAY Aol FHEA w2t FAaTE AE BrdE WAAES AAET S5 4
Al 2E Wolgt ot ALotoA Folg & &o] ofd dnkA AEFOoRe HF, JME2H
5, WYy S A vietE o YA H23 7] (heartburn)o] Q2 2 W 7] A F Alo] FHIE S
4 oA AERZ A7t AFS & F A A IS Aste WAAES et o744 A
A = A gho] ofd FA4 EFo] d& WE HAs|E gtk
ojol Zxofell A AFH 94# A4 (esophagogastro-  EF A= FHF] S, A= &4 Fx HL 9

Table 2. Gastrointestinal Endoscopic Interventions

1. Hemostasis (injection, elastic band ligation, metal
clip, heater probe, multipolar electrocoagulation,
laser photocoagulation, argon plasma coagulation,
etc)

2. Tumor removal or ablation

3. Stricture (balloon, stent) or web dilation (electro-
cautery)

4. Enteral access and placement of percutaneous

feeding tubes

. Foreign body removal

. Sphincter relaxation

7. Reduction of gastroesophageal reflux
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Fig. 1. H. pylori gastritis, showing diffuse prominent
antral nodularity.

pylori X3 238 Ee AW BF3e #A
= obF =gho] Hal ATk H. pylori HA-E &b vk
4 A9 7HE B Aol tiREe] oA
AGHE #do] Ut okl M= H. pylori 392
544 2402 FE ¥ (antum)®] BT £24
A (nodularity) S Eol= HEZAXEA 9] ¥ (lympho-
follicular gastritis)©] &3}Al B QIth(Fig. 1). 4 &
AL 50%0A4 Holmw A3A AL T 2ol 7+

4
aste] 227 & o Atk ZFAE 2obelMe S
ol Y BF, 7E, 447 T A% FFHH F
ol fle A¢7HA BRSASHA Holnz At
g3 dEAA N85 AEstME ¢k Bk & 7
<9 A9 e Brole A TS YA
%S ASE K 4 Apleyd] RAP Jd 7]E
< A& A5 H pylori 793 RAPE A7} glo]
Holu H. pylori ¥l o) S0l A% BF-oll=
T2 AER 5FE& 5437 "l Apley
RAPI A Golste= vy 9 S5d= A7 &
20 3 550] HFolA doldss His T

&4 e 2

01] =

Table 3. The Major Forms of Gastritis

Acute (erosive) gastritis
Trauma, physical injury
Stress gastropathy (trauma, burns, or sepsis)
Corrosive injury
Radiation
Chemical injury
NSAID (nonsteroidal anti-inflammatory drug) or
steroid use
Vascular
Ischemia
HSP (Henoch-Schonlein purpura)
Helicobacter—associated gastritis
Non-Helicobacter infectious gastritis
Immune-mediated gastritis
Autoimmune gastritis
GVHD (graft-versus-host disease)
Lymphocytic gastritis
Allergic gastritis
Crohn’s disease-associated gastritis
Other forms of gastritis
Chemical gastropathy
Collagenous gastritis
Congestive gastropathy

T

d 117F RAP 8o} 3500l 7] 225 FAALE A
g3l & A3 H pylori®] NI=7} 15% =2 el
I e X AA RAPAIA H. pylori7} A3
HlFo] HolH &5 AAg

&

WY P 282FS 74 Lolol A 3] H2

48 (receptor; Rc) Z3A T proton pump
inhibitor (PPDE AH&-3HAl H=Hl &oto] S/ &
AR AAE 97, L3544 A Ad 52

e

AL Bd 48hd detow —%—76“?:_ g Atk AR
Sote] Fo] SAHA FAU o 9
A HHE A FREE AT AF AAE & Zavt
9tk o AE 7 9, AF dEdx g stedof
“Jamylase, lipase, aminotransferase =% 2}
o AL 5ol 2 5 Aok AF g
A At o] oJ4ld W) FEg A
Heled Ego] Aok fdY E/< Al
" g o 2 & 4 ti(Table 3).
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€ T A 552 ER Q3 B FE e Aokl A% gl v o A2

i gsew Arle A9t o &tk
Henoch-Schonlein purpura (HSP)= A4 &3
S ZA i FE Sofol| X AFH Fodo] FHHE
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Aol FEI} A5 Futdn drie] e w3lo]

el Jeto] 9wt |

o] A3t Aole WA
sttt ol 174004 Holi vt
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A F7} Felslel e e 4R A9 8L 4
Fig. 2. Henoch-Schonlein purpura vasculitis in the  z}3lw1 EGDZ A A3t Ed8o] Al AY 52F

duodenum.

Fig. 3. Gastric ulcers and duodenal ulcer in the bulb.
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Table 4, Causes of Esophagitis

Gastroesophageal reflux disease
Infections
Eosinophilic esophagitis
Inflammatory bowel disease (Crohn’s disease)
Caustic ingestion
Trauma (nasogastric tube, foreign body or pills)
Dermatologic disease
Stevens—Johnson syndrome
Bullous pemphigoid
Epidermolysis bullosa
Malignancy (chemotherapy, radiation)
Graft-versus—host disease
AIDS
Connective tissue disease
Behget's syndrome
Scleroderma
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Fig. 4. Reflux esophagitis. White-based, confluent ero—
sions extend up the esophagus.
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Fig. 5. Endoscopic view of the esophagus in a 1-year-old child following caustic ingestion. A, The upper esophagus
shows circumferential burn with pale, edematous mucosa with erosions. B, Esophageal stricture formation.
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