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INTRODUCTION

Waterhouse-Friderichsen Syndrome (WFS) is a rare condition of adrenal insufficiency (Al) due to adrenal hemorrhage after a severe infection. The incidence of WFS has been estimated at 0.14-1.8% based on post-mortem studies.! It has been associated with a 55-60% mortality rate.?
Meningococcal disease comprises up to 80% of WFS, but additional causative agents continue to be identified.3

This is the case of a 52-year-old female with toxic shock syndrome from Group A Streptococcal (GAS) bacteremia who developed bilateral adrenal hemorrhage & subsequent Al. Septic shock occurred during an initial hospitalization & resolved. Four weeks after discharge she presented
with evidence of an adrenal crisis. CT scans demonstrated bilateral adrenal enlargement concerning for adrenal hemorrhage. Primary Al was confirmed via ACTH stimulation testing. A literature search found fewer than ten cases of WFS described due to streptococcal bacteremia.

CONCLUSIONS

WES is a rare, often fatal, clinical condition that can develop after a
severe infection & leads to adrenal hemorrhage. Many factors
contribute to the pathogenicity of WFS, including coagulopathy,
ischemia & bacterial toxins. WFS resulting from severe GAS

BACKGROUND OF WATERHOUSE-FRIDERICHSEN SYNDROME

» Bilateral adrenal hemorrhage has multiple causes: coagulopathies, sepsis from infection, hypotension (i.e. Ml), severe volume loss, or surgical
intervention 4

» Signs include pallor, weakness, fatigue, anorexia, nausea, vomiting, and lethargy >® & labs often depict hyponatremia & hyperkalemia

* Increased skin pigmentation develops due to an increase in proopiomelanocortin (POMC),
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* The pathogenesis of WFS is multifactorial injury damage with persistent fatigue, hypotension, hyponatremia, or new onset

* Some causative bacterial organisms include pneumococcus, streptococcus,
staphylococcus, haemophilus, & pseudomonas ° Hypotension

* In across-sectional study of primary & secondary Al, fewer than 30% of women
& 50% of men were diagnosed in the first 6 months after symptom onset;

skin hyperpigmentation after a severe infection should be strongly
considered for an Al workup. After diagnosis & treatment, it is

k- | | important to continue routine long-term follow-up & assessment of
Platelet the adrenal axis.
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