Overall, our data show that use of whole-blood speci-
mens is much more sensitive than use of plasma samples to
detect Zika virus RNA. These data could be useful in rec-
ommending the use of whole blood instead of plasma for
the molecular diagnosis of acute symptomatic and asymp-
tomatic Zika virus infections and for the safety of whole
blood and blood components from donors, as well as for
the safety of organs, tissues, and cells from deceased and
living donors.

Acknowledgment
We thank Isabelle Da Silva for her technical assistance.

Dr. Mansuy is a medical virologist at the University Hospital of
Toulouse, France. His research interests include emerging viral
diseases and respiratory and enteric viruses.

References

1. Oehler E, Watrin L, Larre P, Leparc-Goffart I, Lastere S, Valour F,
et al. Zika virus infection complicated by Guillain-Barre
syndrome—case report, French Polynesia, December 2013.
Euro Surveill. 2014;19:20720. http://dx.doi.org/10.2807/
1560-7917.ES2014.19.9.20720

2. Schuler-Faccini L, Ribeiro EM, Feitosa IM, Horovitz DD,
Cavalcanti DP, Pessoa A, et al.; Brazilian Medical Genetics
Society—Zika Embryopathy Task Force. Possible association
between Zika virus infection and microcephaly—Brazil, 2015.
MMWR Morb Mortal Wkly Rep. 2016;65:59-62.
http://dx.doi.org/10.15585/mmwr.mm6503e2

3. US Department of Health and Human Services Food and Drug
Administration Center for Biologics Evaluation and Research.
Revised recommendations for reducing the risk of Zika virus
transmission by blood and blood components—guidance for
industry [cited 2016 Jul 30]. https://www.fda.gov/downloads/
BiologicsBloodVaccines/GuidanceComplianceRegulatoryInformation/
Guidances/Blood/UCMS518213.pdf

4. European Center for Disease Prevention and Control. ECDC
scientific advice: Zika virus and safety of substances of human
origin. A guide for preparedness activities in Europe [cited 2016
Aug 30]. http://ecdc.europa.eu/en/publications/ layouts/forms/
Publication_DispForm.aspx?List=4f55ad51-4aed-4d32-b960-
af70113dbb90&1D=1527

5. Lanteri MC, Lee TH, Wen L, Kaidarova Z, Bravo MD, Kiely NE,
et al. West Nile virus nucleic acid persistence in whole blood
months after clearance in plasma: implication for transfusion and
transplantation safety. Transfusion. 2014;54:3232-41.
http://dx.doi.org/10.1111/trf. 12764

6. Rios M, Daniel S, Chancey C, Hewlett IK, Stramer SL. West Nile
virus adheres to human red blood cells in whole blood. Clin Infect
Dis. 2007;45:181-6. http://dx.doi.org/10.1086/518850

7. Lustig Y, Mendelson E, Paran N, Melamed S, Schwartz E.
Detection of Zika virus RNA in whole blood of imported Zika
virus disease cases up to 2 months after symptom onset, Israel,
December 2015 to April 2016. Euro Surveill. 2016;21:30269.
http://dx.doi.org/10.2807/1560-7917.ES.2016.21.26.30269

Address for correspondence: Jean Michel Mansuy, Laboratoire de
Virologie, Institut Fédératif de Biologie, 330 avenue de Grande
Bretagne, TSA 40031, 31059 Toulouse CEDEX 9, France;
mansuy.jm@chu-toulouse. fr

Emerging Infectious Diseases « www.cdc.gov/eid « Vol. 23, No. 5, May 2017

RESEARCH LETTERS

Severe MRSA Enterocolitis
Caused by a Strain Harboring
Enterotoxins D, G, and 1

Marco Bergevin, Alain Marion, David Farber,
George R. Golding, Simon Lévesque

Author affiliations: Cité de la Santé de Laval, Laval, Québec,
Canada (M. Bergevin, A. Marion, D. Farber); National Microbiology
Laboratory, Public Health Agency of Canada, Winnipeg, Manitoba,
Canada (G.R. Golding); Laboratoire de Santé Publique du
Québec, Institut National de Santé Publique du Québec,
Sainte-Anne-de-Bellevue, Québec, Canada (S. Lévesque)

DOI: http://dx.doi.org/10.3201/eid2305.161644

We describe a case of methicillin-resistant Staphylococcus
aureus (MRSA) enterocolitis in a healthy adult with previous
antibiotic exposure. Colonoscopy revealed diffuse colitis
and mild ileitis without ulceration. Stool cultures demon-
strated abundant growth of MRSA and absent normal flora.
Oral vancomycin treatment was effective and seems to be
the consensus choice for therapy.

Staphylococcus aureus was recognized as a cause of an-
tibiotic-associated colitis (AAC) in the mid-20th cen-
tury (/,2). Clostridium difficile was later identified as the
primary cause of AAC, and appreciation of S. aureus as a
potential etiology declined (2). Methicillin-resistant S. au-
reus (MRSA) has also been implicated as a cause of AAC,
with most reports coming from Japan. We report a case of
MRSA enterocolitis in Canada caused by a strain harboring
multiple enterotoxins.

In 2014, a 22-year-old woman sought care after 10
days of acute and profuse diarrhea, abdominal cramping,
nausea, and weight loss of 5 Ibs. She had 10-30 bowel
movements a day and had observed blood-tainted stool.
The patient reported a history of migraine and depression
but was otherwise healthy. She worked in a pet store and
had not been hospitalized. In the previous 2 months, she
had been treated for chlamydia with a single course of
azithromycin and cefixime. Subsequently, she received
a 10-day course of azithromycin followed by 10 days of
moxifloxacin for bronchopneumonia. Her family history
revealed Crohn’s colitis in her father.

The patient was afebrile; blood pressure was 104/58
mm Hg and pulse 91 bpm. Her abdomen was soft with-
out rebound tenderness. Laboratory test results revealed a
normal leukocyte count but a C-reactive protein level of
76 mg/L. Her initial diagnosis was with bacterial enteritis,
and she was sent home with an order for stool cultures and
oral ciprofloxacin to be started after stool collection. On
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follow-up 3 days later, she felt better but was still having
6 bowel movements a day and bloody stool. She remained
afebrile, but her blood pressure was 86/57 mm Hg and pulse
104 bpm. Colonoscopy with ileoscopy was performed to
explore the possibility of inflammatory bowel disease; re-
sults revealed diffuse acute colitis with an inhomogeneous
pattern (Figure, panels A-D) and minimal focal erythema
in the terminal ileum. C. difficile testing was negative for
glutamate dehydrogenase antigen and toxins by Quik-Chek
Complete (Alere, San Diego, CA, USA). Testing of the 3
stool cultures demonstrated absent normal flora and abun-
dant growth of MRSA. Eight days after initial consultation,
she was seen by an infectious disease specialist and pre-
scribed oral vancomycin (125 mg 4x/d for 10 d). She had
an excellent and rapid clinical response to treatment, and
her symptoms did not recur. The patient was found to have
nasal colonization with MRSA.

Colonic biopsy confirmed colitis without chronic-
ity (Figure, panel E), and ileal biopsy revealed focal ac-
tive ileitis. Because MRSA colitis is rare, the strain was
sent to the Laboratoire de Santé Publique du Québec for
identification and further characterization (online Techni-
cal Appendix, https://wwwnc.cdc.gov/ElD/article/23/5/
16-1644-Techappl.pdf). Genetic typing was positive for
nuc and mecA genes, confirming MRSA. The strain was
negative for Panton—Valentine leukocidin, toxic shock
syndrome toxin 1, enterotoxins A, B, C, E, and H, and

exfoliative toxins A and B, but it harbored genes for
enterotoxins D, G, and 1. The spa type was t067, corre-
sponding to the epidemic type in Canada, CMRSA2 (also
known as USA100/800, New York, sequence type 5). This
strain was resistant to levofloxacin, erythromycin, and
clindamycin but susceptible to all remaining antibiotics
(online Technical Appendix).

S. aureus enterocolitis has been recognized as a cause
of AAC since 1948, and MRSA colitis is a variant of this
disease. Most cases were reported from Japan (/); the va-
lidity of these reports has been questioned because of in-
sufficient effort to rule out C. difficile, but recent reviews
support the existence of the syndrome (3). In North Amer-
ica, few cases of MRSA colitis have been identified; how-
ever, this cause of enteritis might be underreported be-
cause few physicians order stool cultures for hospitalized
patients with AAC (/,4). Cases of staphylococcal enteri-
tis might occur when dysbiosis permits Staphylococcus
overgrowth and toxin secretion causes bowel inflamma-
tion (/). The multiple antibiotics that had been taken by
this patient presumably induced dysbiosis, MRSA over-
growth, and toxin-mediated enterocolitis. The relative
contribution of the different toxins to the syndrome are
unknown. Gut colonization is believed to originate from
the upper respiratory tract of colonized persons ().

In previous reported cases of MRSA enterocolitis,
few authors reported the presence of Staphylococcus

Neutrophils in mucosal stroma

Neutrophils in lining
of colic glands
Figure. Endoscopic imagery of the distal sigmoid colon (A), proximal sigmoid colon (B), descending colon (C), and base of cecum (D),

revealing diffuse colitis with mucosal erythema, edema, and mucopurulent exudate without ulceration. Colonic biopsy (E) demonstrating
neutrophilic infiltrates (indicated with arrows) in the epithelial lining of the colic glands and the mucosal stroma compatible with mild active

colitis without signs of chronicity.
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toxins, mainly enterotoxin A. Although enterotoxin A
is the most common toxin in Staphylococcus-related
food poisoning, the enterotoxin D we found is reported
to be the second most common, supporting its role in
this patient’s enterocolitis (6). Enterotoxins G and I are
not as well-studied but were associated with a food poi-
soning outbreak in Taiwan (7). Staphylococcal entero-
toxins G and I induce enterocolitis by a combination of
direct enterocyte cytopathy mediated by epidermal cell
differentiation inhibitor toxins (disrupting the epithelial
barrier) and enterotoxin superantigen-induced mucosal
T-cell activation (8).

The risk factors for S. aureus enterocolitis include
age, hospitalization, abdominal surgery, immunosuppres-
sion, gastric acid suppression, MRSA colonization, and
previous antibiotic therapy. Fluoroquinolone use seems
to be particularly associated with this complication (/).
MRSA enterocolitis might be an underrecognized cause
of AAC because stool culture in patients hospitalized for
>72 hours has been discouraged (9). MRSA enterocolitis
should be considered once C. difficile colitis and Klebsi-
ella oxytoca colitis have been ruled out (/0). Physicians
should consider stool cultures for severe or prolonged
AAC, and microbiology laboratories should report S.
aureus overgrowth in stool. Oral vancomycin was effec-
tive in this case and seems to be the consensus choice for
therapy based on previous reports.
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In response to a university-based serogroup B meningo-
coccal disease outbreak, the serogroup B meningococcal
vaccine Trumenba was recommended for students, a rare
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