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Recurrent Vomiting in Children

Jung Ok Shim, M.D.

Department of Pediatrics, School of Medicine, Kangwon National University, Chuncheon, Korea

There are many causes of chronic andfor recurrent vomiting. The differential diagnosis is sometimes
difficult because the clinical manifestations are often similar with each other. In this review, common
causes of chronic and/or recurrent vomiting, and a general approach to children with vomiting are
described. The involuntary passage of ingested material from the stomach into the esophagus, gastro-
esophageal reflux (GER), is a common event in infants. GER-disease can arise when the refluxed material
causes esophagitis, resulting in pain, impaired esophageal function, poor growth or some respiratory
symptoms. Esophageal impedance-pH meter will be the golden standard test in these cases. Parental
reassurance and dietary management are expected to be the important components of managing mild
GER-disease. Eosinophilic esophagitis is a clinicopathological disease characterized by (1) Feeding
intolerance and GER-disease symptoms in children; (2) >15 eosinophils/HPF; (3) Exclusion of other
disorders associated with similar clinical, histological, or endoscopic features, especially GERD. Appro-
priate treatments include dietary approaches based upon eliminating exposure to food allergens, or topical
corticosteroids. Cyclic vomiting syndrome (CVS), a paroxysmal, especially severe, recurrent vomiting
disorder, may be second to GER-disease as a cause of recurrent vomiting in children. It is highly
incapacitating brain-gut disorder. The different diagnosis of CVS cuts a broad swath across neurologic,
gastrointestinal, renal, metabolic, and endocrinologic disorders. Treatment is divided between acute
intervention, when a patient is actively and severe vomiting, and prophylactic treatment in their interictal
phase, the goal of which is reducing frequency and intensity of subsequent episodes. [Korean J Pediatr
Gastroenterol Nutr 2010; 13(Suppl 1): 15~24]
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Table 1, Evaluation of Cyclic Vomiting Pattern

Laboratory evaluation

Differential diagnosis

X-ray+other

Blood* Urine/stool*
Gl
Peptic or allergic injury ECD with biopsy
Malformations UGI/SBFT
IBD CBC, ESR, IBD serology Stool Hb UGI/SBFT+EGD, colonoscopy
Chronic appendicitis ESR Abdominal CT

Hepatobiliary disorder
(GB dyskinesia)
Panreatitis
Dysautonomia
Pseudo obstruction
Neurologic
Abdominal migraine
Chronic sinusitis
Subtentorial lesions
Abdominal epilepsy
Renal
Acute hydronephrosis 2°
UPJ obstruction
Nephrolithiasis
Metabolic/endocrine*
Addison's disease
Diabetes mellitus
Pheochromocytoma
Organic acidemias
Disorder of fatty acid
oxidation disorder
Mitochondrial disorder
Urea cycle defects
Aminoacidurias
Acute intermittent porphyria
Hypothalmic surge
Disorder of ketolysis
Others
Munchausen-by-proxy
Anxiety, depression,
secondary gain
Pregnancy

ALT, GGTP

Amylase, lipase
VMA, HVA

Electrolytes, AM cortisol
Glucose
Catecholamines

pH, HCO®™

Carnitine

Lactate, pyruvate
NHs

Amino acids

ACTH, ADH

HCG

GB USG/HIDA+CCK
Abdominal USG or CT

UGI/SBFT, gastric emptying scan

Sinus CT
Head MRI
EEG

Renal USG

UA, Ca*/Cr ratio

Ketones

VMA, HVA

Organic acids

Carnitine, organic acids,
ketones

0 -ALA, porphobilinogen

Ketones '

Toxicology screen
Psychology consult

*All testing below obtained during the episode, except,
aminolevulinic acid, CCK: cholecystokinin, HIDA:

TIn non-fasted state, ADH: anti-diuretic hormone, & -ALA: delta
®mTC-HIDA scintigraphy, HVA: homovanilic acid, VMA: vanillyimandelic acid.

Adopted in, Li BUK, Misiewicz L, Cyclic vomiting syndrome: a brain-gut disorder, Gastroenterol Clin N Am 20083;32:997-1019,
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Appendix | Infant Gastroesophageal Reflux Questionnair Revised (Susan Orenstein, MD, © 2004, University
of Pittsburgh)

I-GERQ-R (UK English Versicn)

1 .During the past week, how often did the baby usually spit-up (anything coming out of the
mouth) during a 24-hour period?

[] Less thanonce L] 1to3 times

[ 4 to 6 times [ Morethan 6 times

2. During the past week, how much did the baby usually spit-up (anything coming out of the
mouth) during a typical episode?

L] Did notspitup [] Less than 1 tablespoonful

[1 1 tablespoonfulto 2 ounces [ Morethan 2 ounces to halfthe feeding

[0 More than halfthe feeding

3 During the past week, how often did spitting up (anything coming out of the mouth) seem

to be uncomfortable for the baby, for example, crying, fussing, irritability, etc.?
[0 Never [0 Rarely [0 Sometimes O Often [ Always

4 During the past week, how often did the baby refuse a feeding even when hungry?
[ Never [ Rarely [0 Sometimes [0 Often [ Always

5. During the past week, how often did the baby stop eating soon after starting even when
hungry?
[0 Never [0 Rarely [0 Sometimes O Often [ Always

6 During the past week, did the baby cry a lot during or within 1 hour after feedings?
[ Never [ Rarely [0 Sometimes [0 Often [ Always

7 During the past week, did the baby cry or fuss more than usual?
O Never
O Rarely
O Sometimes
O Often
O  Always

8. During the past week, on average how long did the baby cry or fuss during a 24 hour
period?
O Lessthan 10 minutes
O 10 minutes to 1 hour
0 More than 1 hour but less than 3 hours
O 3 ormore hours
9. During the past week, how often did the baby have hiccups?
O Never
O Rarely
O Sometimes
O Often
O  Always
10. During the past week, how often did the baby have episodes of arching back?
O Never
0 Rarely
O Sometimes
O Often
O  Always
11. During the past week, has the baby stopped breathing while awake or struggled to
breathe?
O No O Yes

12. During the past week, has the baby turned blue or purple?
O No O Yes



