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4. Management of Confirmed COVID-19 Cases 
 
The goal in clinical management of cases is to reduce morbidity and mortality and minimise transmission 
to uninfected contacts. Triaging patients and early identification of patients who require hospital or ICU 
admission is essential to achieve this. Isolation and implementation of infection prevention and control 
(IPC) measures within facilities, as well as contact tracing and education on IPC at home will help minimise 
onward transmission of the virus.  Key management principles include: 
 
4.1 Rapid triage of cases – in order that appropriate IPC measures and an appropriate level of supportive 

care can be commenced. 

 Patients not meeting the criteria for mild disease will require admission on medical grounds. 

 Patients with mild disease may be managed at home, provided they are able to safely self-isolate 
(see criteria in table 2). Patients at risk of developing severe disease do not necessarily require 
hospitalisation if they have only mild COVID-19 disease. 

 If patients are to be managed at home, it is imperative that all appropriate measures are taken to 
prevent transmission of the disease to others - give advice as in section 3.1.  

 Those patients with mild disease who are unable to safely self-isolate at home may be considered 
for isolation at a designated government facility if available.  

 Some patients initially assessed as having “mild” disease may continue to worsen over the course 
of a week or more and subsequently require hospitalisation. In one study by Wang et al., those 
who required hospitalisation developed dyspnoea a median of 5 days after symptom onset, 
required hospitalisation on day 7, and were assessed as having ARDS by a median of day 8.15 Any 
deterioration in the ability to perform activities of daily living at home as a result of dyspnoea 
should prompt re-evaluation at a healthcare facility. Patients managed at home need to be given 
the contact details of their doctor or healthcare facility in case of any clinical worsening. This is 
particularly important for those at high risk for deterioration (e.g. age >65, cardiac or pulmonary 
comorbidities and/or diabetes mellitus).  

 

Table 2 - Criteria for management at home (for age >12 years1): 

 
1For age <12, see paediatrics criteria for mild disease in section 5.1. 

•SpO2 ≥95%

•Respiratory rate <25

•HR <120

•Temp 36-39°C

•Mental status normal

Mild disease1

•Separate bedroom available for patient to self-isolate in

•Able to maintain physical distancing at home

•Able to maintain hand hygiene

•Patient able to contact, and return to, healthcare facility in case of 
deterioration

Able to safely self-isolate
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4.2 Symptomatic treatment for COVID-19 patients managed at home or in hospital 

 For patients requiring symptomatic relief of fever or pain, we suggest using paracetamol as a first-
choice agent rather than a nonsteroidal anti-inflammatory drug (NSAID).  

o There is no good evidence that NSAIDs worsen COVID-19 infection, so patients 
currently requiring NSAIDs for other indications should not discontinue NSAIDs for 
COVID-related reasons.34 

 Whether nebulisers increase the risk of transmission of SARS-CoV2 is currently unknown. 
Evidence reviews conducted prior to the COVID-19 outbreak have not found clear evidence of 
increased transmission of respiratory viruses.35, 36 Furthermore, the aerosol generated by 
nebulisers is derived from the nebulising chamber rather than the patient.37 Nonetheless for 
patients with asthma or chronic pulmonary obstructive pulmonary disease (COPD) who may 
experience an acute exacerbation of their illness due to COVID-19, the use of metered dose 
inhalers, with or without a spacer, is preferred to the use of a nebuliser.  

o Patients who do require a nebuliser should use it in a room that is isolated from other 
household members and/or other patients. Good ventilation for this area is 
recommended; this may be facilitated by opening the windows in the room. 

o Spacers need to be disinfected between patients with either soap and water followed by 
a wipe down with 70% alcohol, or by using a chlorine-based disinfectant (soak for 30 mins 
then rinse well with water to avoid chlorine being absorbed into the spacer). 

 Patients requiring inhaled corticosteroids for the chronic management of asthma or COPD, or 
topical nasal corticosteroids for allergic rhinitis, should not discontinue these therapies due to 
COVID-19-related concerns.38  

 Similarly, patients who require a short course of oral corticosteroids for an asthma or COPD 
exacerbation should be given this therapy, notwithstanding concerns relating to corticosteroids 
and COVID-19 (see section 4.4). See also section 5.3 for a fuller discussion of the use or 
corticosteroids in patients suspected of having PJP. 

 Cough suppressants, such as codeine-containing cough mixtures, are not indicated, and are not 
available in public sector health facilities. Opioids, such as morphine, should not be used for this 
reason alone, and where they are indicated they should only be used with due caution and careful 
monitoring. 

 Recent work suggested that angiotensin converting enzyme inhibitors (ACEi) or angiotensin 
receptor blockers (ARBs) might upregulate ACE2 receptors, the binding site for SARS-CoV-2, within 
tissues including the lung and heart, prompting theoretical concerns that this might place patients 
at risk of worse outcomes with COVID-19.39 To date, this remains purely theoretical, with no 
evidence of worse clinical outcomes.40 Furthermore, discontinuing or switching ACEi or ARBs to 
alternative agents may be deleterious to patient care. Pending further evidence we therefore do 
not recommend discontinuing ACEi or ARBs unless there are other medical reasons to do so. 

 
 

4.3 Early supportive therapy in hospitalised COVID-19 patients 

 Give supplemental oxygen therapy immediately to patients with low oxygen saturation.41 

 Oxygen therapy is likely to be the single most effective supportive measure in COVID-19 
patients. Target SpO2 ≥90% in non-pregnant adults and SpO2 ≥92% in pregnant patients.41 

Children with emergency signs (obstructed or absent breathing, severe respiratory distress, 
central cyanosis, shock, coma or convulsions) should receive oxygen therapy during 
resuscitation to target SpO2 ≥94%; otherwise, the target SpO2 is ≥92%.  
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 Titrate oxygen therapy up and down to reach targets by means of a nasal cannula, simple face 
mask or face mask with reservoir bag, as appropriate. Nasal cannulae should not be reused. 
Face masks and reservoir bags must be heat disinfected between each patient use if they are 
used for more than one patient.  
 

 
For paediatric oxygen recommendations, see section 5.1 

 

 Judicious fluid management in patients with COVID-19 is needed.  
Patients who are relatively hypovolaemic (e.g. due to prolonged high fever), will need appropriate 
fluid replacement. However, overly aggressive fluid resuscitation may worsen oxygenation. This may 
especially problematic in settings where there is limited availability of mechanical ventilation, and in 
patients with established ARDS.42, 43  
 

 If evidence for co-infection exists, consider empiric antimicrobials to treat co-pathogens causing 
the syndrome, particularly in severe cases. This may include conventional and atypical bacterial 
pathogens, influenza and PJP (see section 3.3 above). Empiric antibiotics are not routinely required 
for confirmed COVID-19 cases, unless there is evidence of co-infection. One recent review reported 
bacterial or fungal coinfection in <10% of hospitalised patients.44 
 

 Closely monitor patients with COVID-19 for signs of clinical deterioration, such as rapidly 
progressive respiratory failure and sepsis, and apply supportive care interventions immediately.  

 
 
4.4 Specific therapies 

 Do not routinely give systemic corticosteroids for treatment of COVID-19 unless they are 
indicated for another reason.  

Corticosteroid use has been associated with various deleterious effects in related viruses.45 Their use 
in influenza has been associated with an increased risk of mortality, a higher rate of secondary 
infections, and a greater length of ICU stay.46, 47 A systematic review of observational studies of 
corticosteroids administered to patients with SARS reported no survival benefit and probable harms 
(avascular necrosis, psychosis, diabetes, and delayed viral clearance).48 A recent study of patients 
receiving corticosteroids for MERS used a similar statistical approach and found no effect of 
corticosteroids on mortality but delayed lower respiratory tract (LRT) clearance of MERS-CoV.49 The 
effects of corticosteroid administration on patients with COVID-19 has not been adequately studied, 
but as with MERS and SARS, corticosteroid use has been associated with delayed viral clearance when 
used in COVID-19 patients.50 
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Given lack of effectiveness and possible harm previously seen, routine corticosteroids should be 
avoided unless they are indicated for other reasons, such as an asthma or COPD exacerbation.  

o The role of corticosteroids in patients with COVID-19 and refractory shock remains to be 
clarified. Surviving Sepsis guidelines for COVID-19 gave a weak recommendation, based on 
“very low quality evidence”, for low-dose corticosteroids in patients with refractory shock 
(e.g. hydrocortisone 200mg daily in adults).51 This was extrapolated from a 2018 systematic 
review of corticosteroids in adults with septic shock demonstrating an average one day 
shorter ICU stay but no effect on mortality.52  

 

 There is insufficient evidence to currently recommend any specific treatment for patients with 
suspected or confirmed COVID-19 infection. This is an area of active study. Candidate therapeutics 
undergoing investigation include remdesivir, lopinavir/ritonavir, chloroquine, interferon, tocilizumab, 
and convalescent plasma. To date, published clinical data on these agents are insufficient to justify 
any recommendation for their use. Much of the data consist of in vitro studies, with human data 
limited to observational cohorts and/or small, underpowered trials, many of which have serious 
methodological limitations. Hence it is unclear whether these medicines benefit or cause harm to 
patients with COVID-19. Given the state of evidence, we suggest consideration of the following: 

 

 Where possible, consideration should be given to enroll hospitalized patients in clinical trials. This 
provides both adequate monitoring and ethics oversight, and affords the opportunity to 
contribute to the therapeutics evidence base for future patients. 

 Where investigational therapeutics are given outside of a clinical trial, this should be done under 
the Monitored Emergency Use of Unregistered Interventions (MEURI) framework, which provide 
an appropriate structure to offer individuals investigational interventions on an emergency basis 
in the context of an outbreak with a high mortality.53 The principles of this include: 

o Data providing preliminary support for the intervention’s efficacy and safety are available, 
at least from laboratory or animal studies. 

o The relevant human research ethics committee has approved the therapeutics’ use. 
o The patient’s informed consent is obtained. 
o Adequate resources are devoted to minimizing the risk of administering the therapeutic 

agent. 
o The results of the intervention are documented and shared with the wider medical and 

scientific community. 

 Where therapeutics are given to patients outside of a clinical trial, these should be reserved only 
for hospitalized patients (rather than given to mild cases, the vast majority of whom will recover 
fully without any intervention).  

 NEMLC’s COVID-19 subcommittee has produced rapid reviews of the evidence for several 
therapeutic agents for patients with COVID-19. These evidence reviews will be updated as new 
evidence emerges, and are available at http://www.health.gov.za/index.php/national-essential-
medicine-list-committee-nemlc/category/633-covid-19-rapid-reviews 

 

 There is currently insufficient evidence for the use of any drug or vaccine to prevent COVID-19 
infection. Prophylaxis trials are ongoing. Prevention consists of non-pharmaceutical interventions, 
such as good hand hygiene and physical distancing.  
  

 

http://www.health.gov.za/index.php/national-essential-medicine-list-committee-nemlc/category/633-covid-19-rapid-reviews
http://www.health.gov.za/index.php/national-essential-medicine-list-committee-nemlc/category/633-covid-19-rapid-reviews
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4.5 Management of hypoxemic respiratory failure  
 

 Recognize severe hypoxemic respiratory failure when a patient with respiratory distress is 
failing standard oxygen therapy. Patients may continue to have increased work of breathing or 
hypoxemia (SpO2 <90%, PaO2 <60 mmHg [<8.0 kPa]) even when oxygen is delivered via a face mask 
with reservoir bag. Hypoxemic respiratory failure in ARDS commonly results from intrapulmonary 
ventilation-perfusion mismatch or shunt and usually requires mechanical ventilation.  

 

 In the absence of an indication for endotracheal intubation, a trial of high-flow nasal oxygen 
(HFNO), continuous positive airway pressure (CPAP) or other non-invasive ventilation (NIV) 
technique may be considered for adults with COVID-19 and acute hypoxaemic respiratory failure 
failing standard oxygen therapy.  

 Patients receiving HFNO, CPAP or other NIV should be in a closely monitored setting and cared 
for by experienced personnel capable of endotracheal intubation if the patient acutely 
deteriorates. Intubation should not be delayed in such circumstances. 

 In addition, NIV and possibly HFNO carry the risk of aerosolization of viral particles. Patients using 
HFNO or NIV should be nursed in a single patient room using airborne precautions.  

 

 The use of the prone position in non-intubated, conscious patients may be beneficial. This can 
be accomplished with minimal risk, and may offer a potential benefit in oxygenation.54, 55   

 

 Patients with hypoxaemic respiratory failure may require intubation and mechanical 
ventilatory support. Detailed recommendations on ventilation strategies are beyond the scope of this 
guideline. Always consult an intensivist if possible, or alternatively a practitioner experienced with 
mechanical ventilation. Nonetheless, the general principles to consider include: 

 Individualise ventilatory strategies based on respiratory mechanics and disease progression.  

 Use lung-protective ventilation strategies for patients with established ARDS who have low lung 
compliance.  

 Aim for an initial tidal volume of 4-6ml/kg.56 Higher tidal volume up to 8 ml/kg predicted body 
weight may be needed if minute ventilation requirements are not met in a patient with good lung 
compliance.  

 Strive to achieve the lowest plateau pressure possible. Plateau pressures above 30 cmH20 are 
associated with an increased risk of pulmonary injury.56 

 Hypercapnia is permitted if meeting the pH goal of >7.15-7.20. 

 Application of prone ventilation 12-16 hours a day is strongly recommended for patients with 
severe ARDS.56 

 In patients with moderate or severe ARDS, identifying optimal PEEP levels will require titration of 
PEEP.56  

 The use of deep sedation may be required to control respiratory drive, achieve tidal volume 
targets, and assist with patient-ventilator dyssynchrony. 

 In patients with moderate-severe ARDS (PaO2/FiO2 <200), neuromuscular blockade by continuous 
infusion should not be routinely used.57 Continuous neuromuscular blockade may still be 
considered in patients with ARDS in certain situations: ventilator dyssynchony despite sedation, 
such that tidal volume limitation cannot be reliably achieved; or refractory hypoxemia.  

 Avoid disconnecting the patient from the ventilator, which results in loss of PEEP and atelectasis. 
Use closed system catheters for airway suctioning and clamp endotracheal tube when 
disconnection is required (for example, transfer to a transport ventilator).  
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 A high efficiency particulate filter on the expiratory limb of the ventilator circuit should be used. 

4.6 De-isolation criteria 
Patients can be de-isolated 14 days after the onset of their symptoms (in mild cases), 14 days after 
achieving clinical stability (in severe cases), or 14 days after the positive test (in asymptomatic 
cases). 
 
 
 
 
 
Most patients with mild COVID-19 infection continue to shed SARS-CoV-2 from their upper airways 
for approximately 7-12 days.21, 58, 59 The duration of shedding is longer in severe cases, though in both 
mild and severe cases, significant variation is seen.21, 58, 60 
 
Viral shedding does not necessarily equate to infectiousness however. Viral shedding may decline to 
a level below the infectious threshold before it ceases completely, and/or non-viable virus may be 
shed. In a small cohort of mild COVID-19 cases from Germany (n=9), viral loads and viral cultures were 
performed on a variety of specimens simultaneously.61 The virus was readily culturable from 
specimens taken during the first week of symptoms, but no positive cultures were obtained from 
samples taken after day 8. Importantly, this was despite ongoing high viral loads being detected at 
the time. The authors estimated that there would be a <5% chance of successful culture by day 10. 
This work aligns with epidemiological modelling which suggests that infectiousness likely peaks near 
to the onset of symptoms, and falls rapidly over the course of a week thereafter.62, 63 
 
For the above reasons, we recommend de-isolating patients with mild disease 14 days after symptom 
onset.  
 
Patients with severe disease (i.e. requiring admission due to clinical instability) may continue to shed 
virus at higher levels for longer periods. We therefore recommend de-isolating such patients 14 days 
after clinical stability has been achieved (e.g. after supplemental oxygen was discontinued).  
 
Patients who remain asymptomatic after a positive COVID-19 result can be de-isolated 14 days after 
their positive test. Although asymptomatic patients might be expected to be less infectious than 
symptomatic patients, the two groups’ viral loads appear to be similar, and we believe a similarly 
cautious approach to de-isolation is warranted.6, 60 
 
Patients admitted to hospital can continue their isolation period at home once clinical stability has 
been achieved, provided that the criteria in table 2 are met. 
 
It is common for patients to continue to have symptoms for longer than the above time periods. Full 
recovery may take several weeks. Patients who are still symptomatic at the end of their isolation 
period can be de-isolated provided that their fever has resolved (without the use of antipyretics) 
and their symptoms have improved. 
 
 
 

It is not necessary to repeat PCR testing in order to de-isolate a patient. 
Patients can remain PCR positive even after they are no longer infectious. 

A positive PCR test does not equate to an infectious, viable virus. 
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Asymptomatic 
patient

De-isolate 14 
days after initial 

postive test

Mild disease
De-isolate 14 

days after 
symptom onset

Severe disease

De-isolate 14 
days after 

clinical stability 
achieved


