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Supplemental Materials 

Methods of Article Ascertainment and Categorization 

We conducted an initial search of the PubMed database (last queried June 18, 2020) using each of the 

following phrases: “host genetics”; “genetic resistance”; “genetic susceptibility”; “genetic factors”; 

“genetics”; “GWAS” along with each of the following terms: “coronavirus”; “SARS”; “MERS”; “COVID-

19”; “COVID19”.  We also identified additional articles by searching for specific coronaviruses or 

coronavirus-associated conditions (e.g., “canine coronavirus”; “middle east respiratory syndrome”) 

along with the term “genetics”.  Articles were included in the search regardless of publication date. 

Articles included electronic, ahead-of-print publications available in the PubMed database.  We also 

identified and categorized relevant articles from the references of initially selected articles.  We did not 

include articles only available on non-peer reviewed preprint servers, though recognize that a 

substantial number of these manuscripts will be on PubMed soon.  

Each abstract was reviewed by a single reviewer.  Full articles were reviewed when insufficient data 

were available in the abstract, or when no abstract was available. Publications were classified into the 

following categories: 1) Study of human host genetic factors related to coronavirus; 2) Study of non-

human (animal) host genetic factors related to coronavirus; 3) Study of non-genetic (including non-DNA-

based analyses - see further explanation below) host factors related to coronavirus, including involving 

immunopathogenesis; 4) Study of other pathogens (not coronavirus); 5) Other studies of 

coronavirus.  Articles containing information in both categories 1 and 2 were identified as such; articles 

were otherwise categorized according to the lowest numerical category (e.g., an article involving both 

human host genetic factors to coronavirus as well as immunopathogenesis would be categorized into 

group 1.  Articles that did not involve investigations of specific DNA-based genetic changes (e.g., 

transcriptomic or proteomic studies) were categorized into group 3, as were studies that only included 



 
 

analyses of sex without other genetic analyses.  Other publications, including: 6) Untranslated studies in 

another language (not English); 7) Not relevant (unrelated to coronavirus or other pathogens); 8) No 

data available; were removed from further analysis after categorization into these latter three 

categories.   

Data from category 1 publications were manually extracted for relevant information pertaining to: 

coronavirus studied; general methods and questions analyzed; gene(s), variant(s), or loci analyzed; size 

of cohorts studied; geographic or ancestral composition of cohorts; statistical results, including the 

principal summary measures (where available) of odds ratios, confidence intervals, and p-values.  

Table S1.  List of all articles identified and categorizations. 

Table S2. Details of association studies pertaining to specific genes/variants.  In the “Key genes or alleles 

studied” column, significant genes with specific alleles are noted; for non-significant alleles, the gene is 

given. rs IDs (dbSNP) or other identifiers are given when available. In addition to the PMIDs listed in 

Table S2 (129695061; 152439262; 153315093; 153811164; 157665585; 158199956; 158387977; 

159379408; 161707529; 1618532410; 1665231311; 1682420312; 1636953413; 1645588414; 1753435415; 

1753435516; 1754004217; 1757011518; 1791385819; 1831267820; 1847812121; 1869782522; 1870867223; 

1940598224; 1944599125; 1959092726; 2035951627; 2046235428; 2086474529; 2086474730; 2190459631; 

2195837132; 2464393833; 2581853434; 2652496635;  3234849536), several other non-quantitative studies 

are described in Table 1.37-39 

Table S3.  Examples of COVID-19 related guidance for specific genetic conditions or situations.  

Additional work has been published on the aspects of the practice of genetics during the COVID-19 

pandemic.40; 41 

Condition PMID 

Charcot-Marie-Tooth 3231755842 



 
 

Gaucher 3247180043 

Glucose-6-phosphate 

dehydrogenase deficiency 

3238093044 

Inborn errors of metabolism 3240973545 

Inherited arrhythmias 3224405946 

 

Supplemental References for PMIDs in Table 2 (1849577147; 146 9914048; 2565344949; 879920150; 

1002313551; 1459979552; 3030185653; 2460456254; 1815873355; 1551880556; 1154365357; 2261556958; 

1148376359; 1533174860; 1714273461; 1761760962; 1897391263; 2457439964; 2565344565; 2969137866; 

3014292867; 3188309468; 2310260869; 1507045970; 2642394271; 1866750572; 1921522473;  

1965091774; 2038671275; 997342476; 1186474977; 875293378; 1503952279; 2004251080; 1502761581; 

2636713182; 2971700783; 1907957984; 2542886685; 2391999386; 1591982887; 2314282188; 2301571089; 

2859264890; 1974030791; 2601550092; 2645210093; 2464845294) 
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