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Letter to the Editor

Absence of fetal transmission of HIN1 despite severe
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To the editor:

Influenza infection displays a spectrum of clinical severity
dependent upon host immune status and viral strain. The
outbreak of H5N1 in humans has been accompanied by both
severe pneumonia and viral spread beyond the lung. In 2007,
a postmortem study of two adults and one fetus infected with
H5N1' demonstrated infection of lung, liver, small intestine,
brain, and placenta indicating transmission across the pla-
centa. The recent HINI pandemic® has been notable for the
involvement of young, healthy adults. We recently observed
an HINT1 infection in a pregnant 26-year-old female that led
to severe maternal disease and spontaneous abortion.

The patient presented to the emergency room (ER) with
acute onset of upper respiratory infection (URI). She had
been in a state of good health without significant past med-
ical history except for a pregnancy of approximately
16 weeks. The patient and her significant other had devel-
oped nasal congestion, cough, and fever the previous day.
Medical evaluation confirmed the URI but a chest X-ray
showed no evidence of bacterial infection. Given the sever-
ity of infection and systemic signs and symptoms, there
was concern for possible influenza infection. Nasopharyn-
geal swabs were sent for viral culture, Tamiflu was pre-
scribed, acetaminophen was administered, and the patient
was discharged.

Two days later the patient returned to the ER with com-
plaints of worsening URI, now accompanied by more
severe myalgias, headaches, diarrhea, and elevated heart
rate (pulse 175). On questioning, the patient indicated she
had not been able to afford the Tamiflu prescription so she
had only taken acetaminophen at home. The patient was
placed on nasal oxygen. Despite aggressive therapy, receiv-
ing 4 | of intravenous fluids, her pulse rate decreased only
minimally. The patient was started on antibiotics and
Tamiflu, but within 3 hours she spontaneously aborted her
fetus. Four days after her initial ER visit the patient’s naso-
pharyngeal swab culture grew Influenza A, swine origin
2009 A (HIN1).

The patient continued to do poorly and developed adult
respiratory distress syndrome (ARDS) requiring aggressive
intervention. After 2 weeks, evaluation of acute neurological
deterioration demonstrated multifocal hypoattenuated
lesions on head CT scan. She was diagnosed with “influenza
encephalitis” but no CSF tap was performed because of sus-
pected increased intracranial pressure for which she was trea-
ted with steroids, mannitol, and Lasix. Her neurological
condition stabilized, and after 1 month of hospitalization she
was discharged to a chronic care facility.

Pathological examination demonstrated a 470 g second
trimester placenta with severe acute deciduitis. By weights
and measures, the abortus was estimated to be 15-week ges-
tation. No systemic or CNS histopathology was observed.
Extensive immunohistochemical and in situ hybridization
with $7° labeled probes for influenza demonstrated no evi-
dence of infection in any systemic organ or the CNS. Nucleic
acids were extracted from paraffin blocks of HIN1 (A/Mex-
ico/4108/09) infected mouse lung and the human placenta,
umbilical cord, and fetal organs (cerebral cortex, cerebellum,
lung, liver, heart, and spleen) then assessed with PCR
for HIN1 sequences. HIN1 sequences were detected in the
positive mouse control but not the human tissues.

In summary, this 26-year-old female suffered severe
HIN1 infection with CNS complications. Three to 4 days
after symptom onset, she spontaneously aborted a 15-week
fetus that showed no evidence of influenza infection.
Therefore despite severe maternal infection, HINI did not
transmit across the human placenta during acute infection
as has been reported with H5N1 infection.
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