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1   |   INTRODUCTION

Acute pancreatitis is inflammation of the pancreas; it is 
sometimes associated with a systemic inflammatory re-
sponse that can impair the function of other organs or sys-
tems. The wide spectrum of causes includes gall- stones 
(50%) and alcohol (25%). Rare causes (<5%) include drugs 
(e.g., valproate, steroids, azathioprine), endoscopic retro-
grade cholangiopancreatography, hypertriglyceridemia or 
lipoprotein lipase deficiency, hypercalcemia, pancreas di-
visum, and some viral infections (mumps, coxsackie B4). 
About 10% of patients have idiopathic pancreatitis, where 
no cause is found.1 Splenic complications in pancreati-
tis are uncommon, with subcapsular hematoma being 

extremely rare with an incidence of only 0.4%.2 Splenic 
complications of pancreatitis include splenic vein throm-
bosis, arterial pseudoaneurysm, subcapsular splenic he-
matoma, and splenic rupture.3 Most of the time secondary 
splenic injuries go unnoticed leading to asymptomatic 
splenic masses. Timely recognition and diagnosis of these 
masses are difficult due to the absence of specific signs 
and symptoms.4 Those who are symptomatic, however, 
can present with referred abdominal and shoulder pain 
warranting the use of CT and MRI for further explora-
tion.5 Early assessment of these hematomas and careful 
monitoring can decrease the chances of splenic rupture 
and the need for invasive surgical intervention. The man-
agement of these hematomas is ultimately decided by the 
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Key clinical message: We reported a unique case in which the patient devel-
oped splenic hematoma following acute pancreatitis, the condition responded 
well to conservative management without any surgical intervention.
Abstract: Splenic hematoma following acute pancreatitis is a rare complication 
that is thought to be due to the distribution of pancreatic exudates to the spleen. 
We presented a case of a 44-year-old patient with acute pancreatitis who devel-
oped a splenic hematoma. He responded well to conservative management and 
the hematoma was resolved.
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patient's condition, taking into consideration the patient's 
hemodynamic stability status, risk of rupture, and grading 
of their hematomas.6 Here we present a unique case of a 
splenic hematoma in a patient secondary to acute pancre-
atitis who was treated successfully through conservative 
management. The work has been done in accordance with 
CARE guidelines.7

2   |   CASE REPORT

A 43-year-old male patient was brought to the emergency 
unit of a tertiary care hospital with left upper quadrant ab-
dominal pain for 1 day. The patient described the pain to 
be severe in intensity, radiating to the back, and reported 
no relief with over-the-counter painkillers. It was not as-
sociated with nausea, vomiting, and fever. There was 
no history of hematemesis or melena. No fever or chills 
and trauma were reported. The patient had a history of 
multiple admissions previously with left hypochondrial 
pain and vomiting which were managed conservatively. 
Records of the patient revealed a history of diabetes mel-
litus, hypertension, and dyslipidemia.

On evaluation, his vital signs were noted to be stable 
He was afebrile, oxygen saturations at 98% on room air, 
respiratory rate was 18 breaths per minute, pulse was 88 
beats per minute, blood pressure was 138/75 mmHg, and 
displayed a Glasgow Coma Scale (GCS) that was 15/15. 
The findings of the physical examination showed the ab-
domen was soft, tender, and having sluggish bowel sounds. 
Initial laboratory investigations revealed increased white 
blood cell count, and elevated serum lipase, amylase lev-
els, and CRP (Table 1).

A computed tomographic (CT) scan of the abdomen 
was ordered and displayed pancreatitis with associated 
fat stranding and mild ascites (Figure  1). The imaging 
showed no evidence of pancreatic necrosis, cholelithiasis, 
or ductal dilation.

Based on the CT scan and clinical findings that is ab-
dominal pain and laboratory findings of raised white 
blood cells, serum amylase and lipase lead to the diagno-
sis of acute pancreatitis. The patient was admitted to the 
medical unit and management was initiated for acute pan-
creatitis he was resuscitated with intravenous (IV) normal 
saline, ketorolac tromethamine, and omeprazole. On Day 
2 of admission, the patient noted mild improvement in his 
symptoms. However, early on the third day, the patient 
complained of worsened abdominal pain, now localized 
more to the left hypochondrium and also had referred 
pain at the left shoulder. He continued to have discomfort 
and severe pain despite extensive intravenous analgesics. 
Repeat investigations revealed hemoglobin dropped from 
12.7 g/dL to 7.7 g/dL with no signs of active bleeding from 

any site. This raised the concern for a concealed hemor-
rhage, prompting a packed cell transfusion and CT an-
giogram. The patient was shifted for the CT angiogram to 
ICU. A total of three packed red blood cells were trans-
fused. An angiogram of the splenic artery and left inferior 
phrenic artery was done, showing no vascular malforma-
tion or active bleeding (Figure 2).

A second abdominal CT scan with contrast was sug-
gested for the review and comparison with previous scan 
findings and for the identification of the underlying pa-
thology. The CT scan finding showed a splenic hematoma 
with extracapsular distension and mass effect over the 
stomach, most likely representing the sequelae of acute 
pancreatitis (Figure 3).

The patient achieved hemodynamic stability, allowing 
for the transfer of the patient to a special care unit for close 
observation. Gradual improvement in the symptoms was 
observed. A decrease in the splenic hematoma was also ob-
served in the subsequent CT scan (Figure 4). The patient 

T A B L E  1   Initial laboratory investigations.

Investigations Results Normal range

Hemoglobin 12.1 g/dL (12.3–16.6)

WBC 18,600 cells/L (4.8–11.3)

Platelet count 434,000 cells/L (154–433)

Lipase 723 U/L (6–51)

Amylase 298 U/L (28–100)

Albumin 4.2 g/dL (3.5–5.2)

CRP 184.51 mg/L (0–10)

Abbreviations: CRP, C-reactive proteins; WBC, white blood cell.

F I G U R E .  1   Computed tomographic (CT) scan of the abdomen 
showing peripancreatic inflammatory changes in the distal 
pancreas.
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was ultimately discharged on oral medicines that included 
syrup antacid 10 mL oral before meals, capsule dexlan-
soprazole 60 mg oral before breakfast and dinner, tablet 
ondansetron HCL 8 mg oral before breakfast and dinner, 
tablet tramadol + paracetamol 50 mg oral two times a day.

Follow-up at 4 week was done, subsequent CT imag-
ing were suggested to the patient which showed progres-
sive regression of hematoma and the patient remained 
symptom-free.

3   |   DISCUSSION

Acute and chronic pancreatitis can have deleterious ef-
fects on the spleen, as the organ lies near the pancreas. 
Moreover, diseases of the pancreas can progress to affect 
the spleen, leading to complications such as pseudocysts, 
splenic hematomas, splenic ruptures, and hemorrhagic 
spleens. Subcapsular hematomas, of note, are commonly 
seen in patients with chronic pancreatitis.8

The spleen is more commonly affected by diseases in-
volving the distal part of the pancreas, as anatomically these 
structures abut one another.6 The distal part of the pancreas 
has the possibility of coming into contact with the hilum of 
the spleen (enclosed by splenic vessels) in times of swell-
ing. Involvement of the spleen in chronic pancreatitis has 
been well documented and is being increasingly reported in 
acute pancreatitis.9 Pancreatic pseudocysts by way of tryptic 
erosion can cause splenic vein thrombosis, splenic arterial 
hemorrhage, and splenic infarction. Pancreatic enzymes 
that dissect into the spleen may directly erode the splenic 
parenchyma, small intrasplenic or hilar vessels resulting 
in intrasplenic hemorrhage The blood may be contained 
within the pseudocyst or it may dissect beneath the splenic 
capsule to form a subcapsular haematoma.10

Patients with subcapsular splenic hematomas may 
present with diffuse left upper quadrant pain, possible ab-
dominal guarding, and referred pain in the left shoulder. 
Elevation of the left diaphragm, tachycardia, hypotension, 
and decreased hemoglobin can raise suspicion of splenic 
complications.6 Imaging and vitals analysis plays an im-
portant role in aiding the diagnosis of asymptomatic splenic 
hematomas and their detection. The CT scan and CT an-
giogram findings displayed no open splenic rupture as the 
hematoma was confined to the splenic capsule. The patient 
remained asymptomatic, but the dropping of hemoglobin 
and CT scan suggested splenic complications. Previous 
studies have reported that splenic hematomas and ruptures 
are mainly present in patients with histories of chronic pan-
creatitis,11 whilst our patient had no prior history of pancre-
atitis or any pancreatitis-specific symptoms.

The management of splenic hematomas following 
acute or chronic pancreatitis remains controversial. 

F I G U R E .  2   Computed tomographic (CT) angiogram 
displaying a splenic artery without any vascular malformation nor 
active bleeding.

F I G U R E .  3   Computed tomographic scan of the abdomen 
representing splenic hematoma with extracapsular distension and 
mass effect over the stomach (A).

F I G U R E .  4   Follow-up computed tomographic scan of the 
abdomen representing regression of splenic hematoma represented 
by a green circle.
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Conservative approach or surgical interventions depend 
on the patient's hemodynamic status, size and grading 
of hematoma, persistent symptoms, and risk of rupture. 
Some studies have suggested that the splenic hematomas 
caused by acute pancreatitis can be managed through 
nonsurgical means and that, if necessary, their surgi-
cal indication is based on relevant clinical findings.12 
Conservative treatment includes observation and/or em-
bolization (requiring strict follow-up with ongoing ultra-
sound or CT scans to observe the reduction in the size of 
the hematoma). Surgical management includes laparot-
omy, splenectomy, and percutaneous drainage.13

Given the fact that our patient was hemodynamically 
stable, had no active bleeding, and had no vascular malfor-
mations seen on the angiogram, a conservative approach 
was followed. A similar subcapsular splenic hematoma 
following pancreatitis was treated conservatively and sig-
nificant resolution of the hematoma in the abdominal CT 
was reported and have proposed conservative treatment 
in hemodynamically stable patients showing clinical im-
provement.14 It was also suggested that splenic hemato-
mas larger than 5 cm caused by pancreatitis should be 
managed surgically through percutaneous drainage or 
laparotomy as early as possible to reduce pressure and 
avoid future splenic ruptures.15

4   |   CONCLUSION

Splenic hematoma secondary to acute pancreatitis is a 
rare phenomenon that can be treated conservatively when 
diagnosed early. Conservative measures prove to be effec-
tive for patients who are hemodynamically stable and who 
do not require emergent surgical intervention. Early diag-
nosis of this splenic complication with acute pancreatitis 
needs to be further explored in the literature as it can be 
life-threatening to patients.

AUTHOR CONTRIBUTIONS
Zulfeqar Ali: Conceptualization; data curation; investi-
gation; supervision; validation; writing – original draft. 
M.Masood Karim: Conceptualization; investigation; 
methodology; resources; writing – original draft. Maria 
Javeed: Conceptualization; data curation; investigation. 
Qaisar Ali Khan: Methodology; project administration; 
writing – original draft; writing – review and editing. 
Christopher Farkouh: Writing – original draft; writing 
– review and editing. David Zepeda: Writing – original 
draft. Parsa Abdi: Writing – original draft. Michelle 
Anthony: Writing – original draft. Mathew Farkouh: 
Writing – review and editing. Arooba Khan: Writing – 
review and editing. Bikona Ghosh: Writing – review and 
editing.

ACKNOWLEDGMENTS
None.

FUNDING INFORMATION
The author did not receive any external funding for the 
composition of this research.

CONFLICT OF INTEREST STATEMENT
The author declares no competing conflict of interest.

DATA AVAILABILITY STATEMENT
The data that support the findings of this study are avail-
able from the corresponding author upon reasonable 
request.

PATIENT CONSENT
Written informed consent was obtained from the patient 
to publish this case report and any accompanying images 
and can be available upon editor's request.

ORCID
Qaisar Ali Khan   https://orcid.
org/0000-0001-8660-9551 
Bikona Ghosh   https://orcid.org/0000-0003-0703-9656 

REFERENCES
	 1.	 Johnson CD, Besselink MG, Carter R. Acute pancreatitis. BMJ. 

2014;349:1-2. doi:10.1136/bmj.g4859
	 2.	 Peery AF, Crockett SD, Murphy CC, et al. Burden and cost of 

gastrointestinal, liver, and pancreatic diseases in the United 
States: update 2018. Gastroenterology. 2019;156:254.e11-272.
e11. doi:10.1053/j.gastro.2018.08.063

	 3.	 Malka D, Hammel P, Lévy P, et al. Splenic complications in 
chronic pancreatitis: prevalence and risk factors in a medical-
surgical series of 500 patients. Br J Surg. 1998;85:1645-1649.

	 4.	 Ljubicic L, Sesa V, Cukovic-Cavka S, Romic I, Petrovic 
I. Association of Atraumatic Splenic Rupture and Acute 
Pancreatitis: case report with literature review. Case Rep Surg. 
2022;2022:8743118. doi:10.1155/2022/8743118

	 5.	 Hernani BL. Acute pancreatitis complicated with splenic rup-
ture: a case report. World Journal of Gastrointestinal Surgery. 
2015;7(9):219-222. doi:10.4240/wjgs.v7.i9.219

	 6.	 Mortelé KJ, Mergo PJ, Taylor HM, Ernst MD, Ros PR. 
Splenic and perisplenic involvement in acute pancreati-
tis: determination of prevalence and morphologic heli-
cal ct features. J Comput Assist Tomogr. 2001;25(1):50-54. 
doi:10.1097/00004728-200101000-00009

	 7.	 Agha RA, Franchi T, Sohrabi C, Mathew G, for the SCARE 
Group.The SCARE. Guideline: updating consensus surgical case 
report (SCARE) guidelines. Int J Surg. 2020;2020(84):226-230.

	 8.	 Lankisch PG. The spleen in inflammatory pancre-
atic disease. Gastroenterology. 1990 :98 (2)509–16. 
10.1016/0016-5085(90)90848-u. 2403954.

	 9.	 Patel VG, Eltayeb OM, Zakaria M, Fortson JK, Weaver WL. 
Spontaneous subcapsular splenic hematoma: a rare complica-
tion of pancreatitis. Am Surg. 2005;71:1066-1069.

https://orcid.org/0000-0001-8660-9551
https://orcid.org/0000-0001-8660-9551
https://orcid.org/0000-0001-8660-9551
https://orcid.org/0000-0003-0703-9656
https://orcid.org/0000-0003-0703-9656
https://doi.org//10.1136/bmj.g4859
https://doi.org//10.1053/j.gastro.2018.08.063
https://doi.org//10.1155/2022/8743118
https://doi.org//10.4240/wjgs.v7.i9.219
https://doi.org//10.1097/00004728-200101000-00009
https://doi.org//10.1016/0016-5085(90)90848-u
info:pmid/2403954


      |  5 of 5ALI et al.

	10.	 Kuramitsu T, Komatsu M, Ono T, et al. Ruptured subcapsular 
giant hematoma of the spleen as a complication of chronic pan-
creatitis. Intern Med. 1995;34:564-568.

	11.	 H. R. Toussi, K. S. Cross, S. J. Sheehan, D. Bouchier Hayes, & A. 
L. Leahy. Spontaneous splenic rupture: a rare complication of 
acute pancreatitis. Br J Surg. 1996;83(632):1.

	12.	 Agarwal P, Moirangthem GS. Rare case of spontaneous splenic 
hematoma following chronic pancreatitis-a case report. IOSR 
Journal of Dental and Medical Sciences. 2018;17:45-47. doi:10.9
790/0853-1702054547

	13.	 Hernani BL. Acute pancreatitis complicated with splenic rup-
ture: a case report. World Journal of Gastrointestinal Surgery. 
2015;7(9):219-222. doi:10.4240/wjgs.v7.i9.219

	14.	 Vujic I. Vascular complications of pancreatitis. Radiol Clin 
North Am. 1989;27:81-91. [PMID 2642279].

	15.	 Patil PV, Khalil A, Thaha MA. Splenic parenchymal complica-
tions in pancreatitis. J Pancreas (Online). 2011;12(3):287-291.

How to cite this article: Ali Z, Karim MM, Javeed 
M, et al. Splenic hematoma following acute 
pancreatitis, and the role of conservative 
management: A case report. Clin Case Rep. 
2023;11:e07319. doi:10.1002/ccr3.7319

https://doi.org//10.9790/0853-1702054547
https://doi.org//10.9790/0853-1702054547
https://doi.org//10.4240/wjgs.v7.i9.219
https://doi.org/10.1002/ccr3.7319

	Splenic hematoma following acute pancreatitis, and the role of conservative management: A case report
	1|INTRODUCTION
	2|CASE REPORT
	3|DISCUSSION
	4|CONCLUSION
	AUTHOR CONTRIBUTIONS
	ACKNOWLEDGMENTS
	FUNDING INFORMATION
	CONFLICT OF INTEREST STATEMENT
	DATA AVAILABILITY STATEMENT

	PATIENT CONSENT
	REFERENCES


