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Sir:
In a recent review of autopsy cases, 11 ⁄12 patients with sudden

death due to acute hemorrhagic pancreatitis were found to have
pulmonary edema as an associated finding (1). The authors conclu-
ded that forensic pathologists should consider pulmonary damage
in such cases. Pancreatitis is associated with hypercytokinemia (2).
It recently emerged that conditions associated with a severe sys-
temic inflammatory response due to hypercytokinemia and without
primary pulmonary focus may be associated with pulmonary
edema. Pulmonary edema has thus been associated with blood
transfusions following a severe trauma not involving the lung (3),
diabetic ketoacidosis (4,5), meningococcal septicemia (6) and the
direct stimulation of T cells by a monoclonal antibody releasing
large amounts of cytokines (7).

The mechanism of pulmonary edema induction involves the
down regulation of the expression and function of alveolar epi-
thelial cystic fibrosis transmembrane conductance regulator
(CFTR) chloride channel, epithelial sodium channels (ENaC), and
sodium potassium ATPase (Na ⁄ K ATPase) which mediate ion
and associated fluid transport in the lung, by cytokines like tumor
necrosis factor and interleukin-1 (8). CFTR, ENaC, and Na ⁄ K
ATPase mediate transport of sodium and chloride into the baso-
lateral compartment of alveolar epithelia where water follows the
osmotic gradient through paracellular pathways and aquaporin
channels.

It is important that pathologists are aware that any condition with
a severe systemic inflammatory response may potentially be associ-
ated with life threatening pulmonary edema which may be a prom-
inent finding on autopsy and otherwise difficult to explain.
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