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Abstract 
Scorpion envenomation is an uncommon cause of acute pancreatitis in the United 
States, with systemic manifestations more commonly reported with medically 
significant scorpion species. A 26-year-old non-verbal man with autism presented 
with three days of abdominal pain, posturing, drooling, vomiting, and visible distress 
after suspected household scorpion exposure in Georgia. Laboratory testing revealed 
leukocytosis with markedly elevated lipase and amylase. CT showed acute pancreatitis 
with severe gastric and duodenal dilation without mechanical obstruction. Follow-up 
imaging demonstrated resolution of gastric distension but persistent 
pancreatitis-related inflammation. Esophagogastroduodenoscopy revealed retained 
gastric contents consistent with gastroparesis, without pyloric stenosis or gastric 
outlet obstruction. Common etiologies were not supported by the available 
evaluation. The patient improved with supportive management, including bowel rest, 
intravenous fluids, gastric decompression, analgesia, electrolyte correction, cautious 
advancement of diet, and metoclopramide. This case highlights suspected scorpion 
envenomation as a rare possible trigger of acute pancreatitis with severe gastric dilation 
and gastroparesis. 

background 

Scorpion venoms contain neurotoxic peptides that affect 
voltage-gated ion channels and can trigger exaggerated 
sympathetic and parasympathetic neurotransmission. 
Most stings cause local pain, paresthesia, and self-limited 
symptoms; however, systemic envenomation can produce 
cardiovascular, pulmonary, neurologic, metabolic, and 
gastrointestinal complications.1,2 

Acute pancreatitis following scorpion envenomation 
has been described primarily in regions with medically 
significant species, including Tityus and Leiurus, but re
ports from the United States are rare.3,4 Georgia has sev
eral native or regionally documented scorpions, including 
Vaejovis carolinianus and Centruroides hentzi.5,6 Be
cause the scorpion implicated in this case was not cap
tured, its species cannot be confirmed. This case is edu
cational for hospital providers because it links a plausible 
environmental exposure to a severe abdominal presenta
tion, while emphasizing the need to maintain a broad dif
ferential for pancreatitis and avoid overattribution when 
evidence of exposure is incomplete. C. hentzi has been 
characterized as a comparatively low-risk member of a 

medically important genus, despite diverse venom pro
teins.7 

case presentation 

A 26-year-old non-verbal man with autistic disorder was 
admitted to our facility after transfer from an outside 
hospital for acute pancreatitis. His available past medical 
history was notable for autism spectrum disorder with 
nonverbal baseline status. Additional history, including 
baseline functional status, home medications, recent an
tibiotic exposure, supplements, alcohol exposure, and 
prior gastrointestinal symptoms, was obtained from his 
parents and available records. No medication, recent an
tibiotic exposure, supplement, alcohol use, trauma, or 
other clear pancreatitis trigger was identified in the avail
able documentation. History was provided by his par
ents, who reported three days of abdominal pain, pos
turing, drooling, vomiting, and visible distress. They also 
reported a high prevalence of scorpions in the home, al
though no direct witness to a sting or captured scorpion 
was available. The family also reported an approximately 
30-pound weight loss over the preceding six months. This 
weight loss was clinically significant because it broadened 

Submitted: June 01, 2026 EST 

Revised: July 31, 2026 EST 

Accepted: August 23, 2026 
EST 

Published: October 01, 2026 
EST 

Argaw H, Ugbajah W, Gbadehan E, et al. Acute Pancreatitis and Severe Gastric Dilation After Suspected
Scorpion Envenomation: A Case Report. Brown Hospital Medicine. 2026;5(4). doi:10.56305/001c.168186

https://orcid.org/0000-0003-1925-0563
https://doi.org/10.56305/001c.168186
https://doi.org/10.56305/001c.168186


Figure 1. Representative household scorpion photographed by the 
patient’s family. The image shows a scorpion found in the patient’s 
home environment during the period of suspected exposure. The 
specimen was not captured; therefore, formal species identification 
could not be confirmed. 

the differential diagnosis to include reduced intake from 
gastroparesis, chronic gastrointestinal disease, obstructive 
pathology, inflammatory disease, and malignancy. No 
gastric outlet obstruction or pancreaticobiliary mass was 
identified on available imaging or endoscopic evaluation; 
however, the weight loss was not assumed to be fully ex
plained by the acute episode alone and outpatient gas
troenterology follow-up was arranged. 

On presentation, the patient was afebrile and hemo
dynamically stable. Physical examination showed severe 
epigastric tenderness with radiation to the back and sig
nificant abdominal distension. A localized area of left 
flank swelling was noted during the hospitalization. A 
soft-tissue ultrasound of the area showed no acute abnor
mality. The family also reported taking a photograph of 
a scorpion found in the home, as shown in Figure 1, al
though the scorpion was not captured and its species was 
not confirmed. Evaluation for common causes of acute 
pancreatitis was unrevealing. Liver enzymes were within 
normal limits, and CT (contrast-enhanced computed to
mography) imaging did not show gallstones, biliary di
lation, or gallbladder abnormality. Triglycerides were 76 
mg/dL, serum calcium was within normal limits, and re
nal function was normal. There was no documented alco
hol use, medication trigger, traumatic injury, or obstruct
ing pancreaticobiliary lesion in the available records. 
Immunoglobulin testing was unrevealing except for a low 
level of IgG subclass 3. Key laboratory values are summa
rized in Table 1. 

A contrast-enhanced CT of the abdomen and pelvis 
showed pancreatic head edema with mild peripancreatic 
fat stranding and free fluid, consistent with acute pancre
atitis as shown in Figure 2. Follow-up noncontrast CT 
showed persistent pancreatic swelling and peripancreatic 
stranding with trace ascites, likely related to pancreatitis, 
as well as small bilateral pleural effusions with bibasilar 
compressive atelectasis or pneumonia. The previously se

vere gastric distension had resolved. Esophagogastroduo
denoscopy (EGD) was subsequently performed because 
of persistent concern for impaired gastric emptying. EGD 
demonstrated gastroesophageal reflux disease (GERD), 
gastritis, duodenitis, and retained gastric food residue 
consistent with gastroparesis. No pyloric stenosis or gas
tric outlet obstruction was identified. The patient was 
managed with bowel rest, intravenous fluid resuscitation, 
correction of hypokalemia, and opioid analgesia as 
needed. A nasogastric tube was placed for intermittent 
suction and gastric decompression, although maintaining 
the tube was difficult because the patient repeatedly re
moved it. After clinical improvement, his diet was ad
vanced cautiously, and he tolerated oral intake. His pan
creatic enzymes decreased from an initial lipase of 877 
U/L and amylase of 590 U/L to 266 U/L and 100 U/L, 
respectively. C-reactive protein also improved from >300 
mg/L to 140 mg/dL. These laboratory trends paralleled 
the patient’s clinical improvement, including reduced ab
dominal distension, improved pain behaviors, tolerance 
of oral intake, and stabilization for discharge. 

Before discharge, the care team reviewed return pre
cautions with the patient’s parents, including recurrent 
vomiting, worsening abdominal pain or distension, fever, 
inability to tolerate oral intake, dehydration, or recurrent 
concern for envenomation. Given the reported high 
prevalence of scorpions in the home, the family was coun
seled to pursue environmental mitigation measures, in
cluding a home inspection, pest-control measures, sealing 
potential entry points, reducing indoor clutter, and 
avoiding direct handling of scorpions. Outpatient gas
troenterology follow-up was arranged to monitor recov
ery, gastroparesis symptoms, nutritional status, and 
weight trajectory. 

discussion 

This case describes acute pancreatitis with severe gastric 
and duodenal dilation after suspected scorpion enven
omation. The diagnosis of acute pancreatitis was sup
ported by characteristic epigastric pain radiating to the 
back, serum lipase and amylase elevations greater than 
three times the upper limit of normal, and CT findings 
consistent with pancreatitis.8 The clinical course was also 
notable for gastroparesis without mechanical gastric out
let obstruction. 

The causal relationship remains uncertain and should 
therefore be interpreted cautiously. A scorpion was not 
captured, and the sting was not directly witnessed. Nev
ertheless, the household exposure history, left-flank 
swelling, absence of common etiologies in the provided 
evaluation, and compatible neurogastrointestinal physi
ology support the suspected envenomation as a plausible 
trigger. In future similar cases, specimen identification, 
toxicology consultation, serial pancreatic enzyme mea
surements, right upper quadrant ultrasonography or 
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Table 1. Key laboratory findings during initial evaluation. 

Test Result Reference range 

White blood cell count 20.74 x 10^9/L 4.0-11.0 x 10^9/L 

Hemoglobin 16.3 g/dL 13.5-17.5 g/dL (adult male) 

Hematocrit 48.7% 41.0-53.0% (adult male) 

Platelets 238,000/µL 150,000-450,000/µL 

Lipase 877 U/L 13-60 U/L 

Amylase 590 U/L 30-110 U/L 

C-reactive protein >300 mg/L <10 mg/L 

Lactate dehydrogenase 299 U/L 140-280 U/L 

Potassium 3.2 mmol/L initially 3.5-5.1 mmol/L 

Glucose 112 mg/dL 70-99 mg/dL (fasting reference) 

Total cholesterol 180 mg/dL <200 mg/dL 

Triglycerides 76 mg/dL <150 mg/dL 

LDL cholesterol 102 mg/dL <100 mg/dL 

HDL cholesterol 63 mg/dL >40 mg/dL (adult male) 

Total IgG 694 mg/dL 700-1,600 mg/dL 

IgG subclass 1 382 mg/dL 382-929 mg/dL 

IgG subclass 2 241 mg/dL 242-700 mg/dL 

IgG subclass 3 18 mg/dL 22-176 mg/dL 

IgG subclass 4 4.5 mg/dL 4-86 mg/dL 

Abbreviations: HDL, high-density lipoprotein; IgG, immunoglobulin G; LDL, low-density lipoprotein. 

Figure 2. Initial CT of the abdomen and pelvis demonstrated 
pancreatic head edema with mild peripancreatic fat stranding and free 
fluid, consistent with acute pancreatitis. The stomach and duodenum 
were severely distended with fluid, but there was no focal 
peripancreatic collection, free air, or mechanical obstruction. The 
liver, gallbladder, spleen, kidneys, and adrenal glands were 
unremarkable. 

MRCP/EUS (Magnetic Resonance Cholangiopancre
atography/Endoscopic Ultrasound) when indicated, 
medication review, and careful documentation of alcohol 
exposure, calcium, triglycerides, and biliary findings 
would strengthen etiologic attribution.9,10 

Scorpion-induced pancreatitis is thought to arise from 
toxin-mediated autonomic dysregulation. Neurotoxins 
can trigger release of catecholamines and acetylcholine, 
producing a mixed sympathetic and parasympathetic 
storm.1,2 Proposed pancreatic mechanisms include 

sphincter of Oddi spasm, increased pancreatic exocrine 
secretion, pancreatic microvascular injury, and premature 
enzyme activation.3,4,11 The same autonomic imbalance 
may impair gastric motility, providing a biologically plau
sible explanation for concomitant gastroparesis and acute 
gastric dilation in this patient. 

The geographic context is important. Severe systemic 
scorpion envenomation is more often reported from 
tropical and subtropical regions with highly toxic 
species.2,3 In the southeastern United States, severe sys
temic manifestations are uncommon, and C. hentzi is 
generally regarded as far less dangerous than more med
ically significant Centruroides species.5‑7 However, 
venom composition, dose, host susceptibility, commu
nication barriers, and delayed recognition may influence 
presentation. In this case, the patient’s non-verbal status 
and autistic disorder likely increased diagnostic complex
ity because symptom onset, pain localization, and expo
sure timing depended on caregiver observation. This case 
also illustrates practical strategies for evaluating serious 
abdominal pathology in a nonverbal patient. The diag
nostic history depended on caregiver recognition of pain 
behaviors, including posturing, visible distress, drooling, 
vomiting, and changes from baseline behavior. The team 
reconstructed the symptom timeline with the parents, re
viewed environmental exposures in the home, and incor
porated the family-provided scorpion photograph while 
acknowledging that no witnessed sting or captured spec
imen was available. These steps were essential to gener
ating the exposure hypothesis while maintaining a broad 
differential diagnosis. 
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Management remained supportive and aligned with 
current principles for acute pancreatitis: early assessment, 
fluid resuscitation, analgesia, correction of metabolic de
rangements, avoidance of unnecessary invasive interven
tions, and early oral feeding once clinically tolerated.9,10 

Gastric decompression was appropriate for severe gastric 
dilation and vomiting, and EGD helped exclude pyloric 
stenosis or obstructing pathology when gastroparesis per
sisted. The patient’s improvement with supportive care is 
consistent with the usually transient course of toxin-me
diated pancreatic and autonomic dysfunction described 
in prior reports.3,11 In regions where severe systemic scor
pion envenomation is well recognized, antivenom ther
apy has been studied; however, these findings should not 
be extrapolated to an unconfirmed scorpion exposure in 
Georgia in the absence of severe cardiopulmonary insta
bility.12 

conclusion 

Acute pancreatitis with severe gastric dilation and gas
troparesis may occur after suspected scorpion envenoma

tion, even in regions where native species are usually con
sidered to cause mild stings. This case underscores the 
value of caregiver history in non-verbal patients, careful 
exclusion of common pancreatitis etiologies, cautious 
species attribution, and supportive management directed 
at pancreatitis and its complications. 
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