
use antimicrobial drugs or proton pump inhibitors and 
had no known contacts with persons with diarrhea. He 
was mechanically ventilated and received oral vanco-
mycin, intravenous metronidazole, and vasopressors. 
He died of respiratory failure and septic shock. In com-
parison to the patients described by Sandhu et al., the 
patient we report was younger and did not have a his-
tory of antimicrobial use.

SARS-CoV-2 has multifaceted presentations. An-
giotensin-converting enzyme 2 receptor, which can act 
as a receptor for severe acute respiratory syndrome 
coronavirus, is expressed not only in alveolar cells but 
also in the gastrointestinal tract, including colonic cells 
(2,3). Diarrhea associated with COVID-19 might erode 
the normal microbial flora of the gut, leading to in-
creased risk for CDI. Also, COVID-19 might weaken the 
immune system, leaving the patient vulnerable to CDI. 
COVID-19 patients produce inadequate interferon-γ 
and have defective macrophage activation and func-
tion, resulting in a dysregulated immune response 
(4). Interleukin-12 and interferon-γ are components of 
cell-mediated immunity. Interferon-γ produced by T-
helper cells induces macrophages to destroy bacteria 
such as C. difficile (5). 

The relationship between SARS-CoV-2 and CDI 
is still poorly understood. CDI might be a complica-
tion of COVID-19; however, we could not exclude the 
possibility of co-occurrence of CDI with COVID-19. 
Physicians should consider CDI when encountering a 
COVID-19 patient with diarrhea.
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To the Editor: Alera et al. described a 2012 case 
of Zika virus infection in the Philippines (1). In 2007, a 
Zika virus outbreak occurred in Yap, Micronesia, pos-
sibly caused by travelers from the Philippines (2). Zika 
virus infections were reported in the Philippines in 1953, 
2012, and 2016 (3). Although frequent travel exchange 
between Yap and the Philippines could be a possible 
transmission route, no data on Zika virus infection were 
recorded in the Philippines between 1953 and 2012.

We detected Zika virus infection in 1 (0.75%) 
of 134 febrile, non–dengue infected patients at St. 
Luke’s Medical Center (Quezon City, the Philip-
pines) during 2010–2015 by subjecting patient serum 
samples to serological and molecular tests. Ethics 
clearance (reference no. 19042) for this study was 
given by St. Luke’s Medical Center Institutional Eth-
ics Review Committee. The only patient who tested 
positive for Zika virus was a 31-year-old woman 
diagnosed with an upper respiratory tract infection 
in 2010. Because of her work, she might not have 
traveled internationally. We obtained her serum 
sample on day 3 of fever. She did not have a rash or 
arthralgia. Although we did not isolate Zika virus 
according to guidelines (4), we confirmed infection 
using other techniques. The patient’s serum sample 
tested positive for Zika virus RNA, IgM against Zika 
virus, and neutralizing antibodies against Zika vi-
rus by using a plaque reduction neutralization test 
to neutralize 50% of plaques (PRNT50) (PRNT50 Zika 
virus = 1:80, PRNT50 dengue virus serotypes 1–4 
<1:10). The sample tested negative for IgM against 
dengue and Japanese encephalitis viruses but  
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positive for IgG against Zika virus nonstructural 
protein 1. These results suggest local Zika virus in-
fection in the Philippines since at least 2010, 2 years 
earlier than the previously reported infection (1).
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Correction: Vol. 26, No. 7
The name of author Xiankun Zeng was misspelled in in Changes in Approach to Cataract Surgery in 

an Ebola Virus Disease Survivor with Prior Ocular Viral Persistence (J.R. Wells et al.). The article has been  
corrected online (https://wwwnc.cdc.gov/eid/article/26/7/19-1559_article).
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Zika virus is spread to people through mosquito bites.  
Outbreaks of Zika have occurred in areas of Africa, Southeast 
Asia, the Pacific Islands, and the Americas. Because the  
Aedes species of mosquitoes that spread Zika virus are found 
throughout the world, it is likely that outbreaks will spread 
to new countries. In May 2015, the Pan American Health  
Organization issued an alert regarding the first confirmed 
Zika virus infection in Brazil. In December 2015, Puerto Rico 
reported its first confirmed Zika virus case.
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