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Assessment of Severity and Fluid Administration in Acute Pancreatitis

Yoon Suk Lee, Kwang Bum Cho
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Acute pancreatitis is one of the potentially life-threatening diseases with a wide
spectrum of severity. The estimated mortality rate for all patients with acute
pancreatitis is approximately 5%. Severe pancreatitis often takes a clinical course
with two overlapping phases, an early and a late phase, with two peaks of mortality.
According to the revised Atlanta classification system, acute pancreatitis can be
divided into mild, moderately severe, or severe. It is important to identify patients
with potentially severe acute pancreatitis who require aggressive early treatment.
It is believed that intravenous fluid resuscitation is an important variable for
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improved outcomes in acute pancreatitis. Most guidelines encourage targeting fluid
resuscitation toward correcting hypotension, correcting hemoconcentration, and
maintaining adequate urine output. In this review article, | would like to discuss the

assessment of severity and fluid administration in acute pancreatitis.
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Table 1. Grades of severity: revision of the Atlanta classification (2012)

Mild acute pancreatitis
» No organ failure
» No local or systemic complications
Moderately severe acute pancreatitis
» Organ failure that resolves within 48 h (transient organ failure)
and/or
» Local or systemic complications without persistent organ failure
Severe acute pancreatitis
» Persistent organ failure (>48 h)
-Single organ failure
—Multiple organ failure
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Table 2. Bedside Index for Severity in Acute Pancreatitis (BISAP) score
and observed mortality

Clinical variables (1 point allocated per variable)
BUN > 25mg/dL
Impaired mental status (Glasgow coma scale < 15)
SIRS, defined by the presence of two or more
Temperature < 36 °Cor > 38 °C
Heart rate > 90 / minute
Respiratory rate > 20/ minute or PaCO2 < 32 mmHg
WBC < 4,000/mL or > 12,000/mL or > 10% immature band
Age > 60 yr
Pleural effusion
BISAP score and corresponding mortality (%)

0 0.1-0.2

1 0.5-0.7

2 19-2.1

3 53-8.3

4 12.7-19.3
5 22.5-26.7

BUN, blood urea nitrogen; SIRS, systemic inflammatory response
syndrome; WBC, white blood cell; BISAP, bedside index for severity in
acute pancreatitis
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