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Introduction:
Cleidocranial dysplasia (CCD) is very uncommon 
autosomal inheritant congenital skeletal defect that 
primarily affects the bones and teeth. CCD is 
characterized by delayed closure of fontanelles, 
presence of open skull sutures, hypoplastic or 
aplastic clavicles, supernumerary teeth, delayed 
eruption of permanent dentition, wide pubic 
symphysis, short stature and a variety of other 
skeletal changes. Delayed closure of the anterior 

fontanelle and metopic sutures results in frontal 
bossing1-3. 

The different clinical manifestations reflect the basic 
mechanisms of skeletal development, patterning, 
bone and cartilage formation, growth and 
homeostasis4. The oral manifestations of CCD 
include an underdeveloped maxilla with a high, 
narrow arched palate, prolonged retention of 
deciduous teeth, failure of the secondary dentition to 
erupt, delayed maturation among the permanent teeth 
and multiple impacted supernumerary teeth.1, 5-7

The incidence of CCD is one per million births. It 
affects men and women with equal frequency. CCD 
appears spontaneously with no apparent genetic 
cause in approximately 40% of affected patients, and 
one in three patients has unaffected parents6,8. We 
herein report a case of CCD of a 13-year-old 
Bangladeshi girl& probably the first case from 
Bangladesh to be documented in perspective to 
dental surgery and orthodontics. 

Case Presentation:
A 13-year-old Bangladeshi girl was referred to the 
department of orthodontic, Sapporo dental College, 
Dhaka, Bangladesh by a local dental surgeon. She 
presented with her mother with the chief complaint of 
delayed eruption of thepermanent anterior teeth. 
Retained anterior deciduous teeth were carious & 
looked ugly that's why she was often teased at school. 
Her smile was very unpleasant, which resulted in 

difficulty communicating with her classmates. Failed 
eruption of her permanent teeth was the reason that 
the patient sought treatment. Her parents reported an 
unremarkable medical history. She was in good 
health with no medications and no known allergies. 
She had no history of trauma to the mouth, teeth, or 
jaws.

A general physical examination revealed a short- 
statured, well-oriented young girl with narrow, 
drooped shoulders (Figure-1). Further examination 
showed an abnormal facility in opposing her 
shoulders (Figure 2) due to malformed or absent 
clavicles, which was later confirmed with a small 
malformed clavicle in chest radiograph (Figure 3).  
Facial examination showed a brachycephalic head 
with frontal and parietal bossing, hypoplasticzygomatic 
bones, bulging calvarium, and depressed nasal bridge 
with a broad alar base (Figure 2). Intraoral 
examination revealed persistence of the primary 
dentition, delayed eruption of the permanent teeth, an 
Angle class III malocclusion, negative overjet, 
bilateral posterior crossbite (Figure 4).

Figure 1: Frontal view shows narrow & dropped 
shoulders, smile shows retained carious upper 
anterior teeth resulting unpleasant smile.

Figure 2: Close approximation of her shoulders in 
front of the chest

Figure 3: X-ray Chest P/A view shows malformed 
small clavicle.

Figure 4: Intra-oral photograph shows bilateral 
crossbite, multiple retained deciduous teeth with 
caries.

A CBCT & panoramic X-ray show the presence of 
multiple supernumerary teeth in both jaw which are 
16 in number; 3 in both side of upper jaw, 6 in lower 
left side & 4 in lower right side (Figure 5-7), 
impaction of the most maxillary & mandibular 
permanent teeth, ectopic position of upper left 2nd 
premolar, dilacerations of lower left 2nd molar and 
caries in several deciduous teeth. The 
anterior-posterior (Figure 8) and lateral cephalogram 
(Figure 9) show open sutures of the skull, large 
fontanelles, small maxillary sinuses, and a prognathic 
mandible. The cephalometric analysis confirmed the 
class III skeletal Malocclusion. The anterior and 
posterior cranial base are significantly reduce. 
Increased horizontal mandibular growth is found 
along with anterior rotation of the mandible in 
relation to the cranial base. The chest radiograph 
shows a very narrow thorax with oblique ribs and 
hypoplastic clavicles (Figure 3).

Written consent was taken from patient’s guardian to 
publish her disease features and photographs.

 

Figure 5: CBCT frontal view shows multiple 
impacted teeth.

Figure 6: CBCT occluso-palatal view shows 
numerous supernumerary teeth which causes 
impaction of multiple permanent tooth. 

Figure 7: CBCT occluso-baccal view shows multiple 
supernumerary teeth which causes impaction of 
permanent teeth.

appearance of narrow, drooped shoulders and for the 
wide range of shoulder movement, resulting in the 
ability of the patient to approximate his or her 
shoulders in front of the chest2, 9,10. This ability is not 
always recognized by the patient, as is true in the 
present case.

The skull base is dysplastic with reduced growth, 
resulting in increased skull width and leading to 
brachycephaly and hypertelorism that are usually 
associated with frontal and parietal bone bossing2. 
The present case had the similar feature.

Midface deficiency; underdeveloped paranasal 
sinuses; hypoplastic maxillary, nasal, and zygomatic 
bones; recession of the nasal bridge; a wide alar base; 
and prominent frontal, parietal, and occipital bones 
are common findings in patients with CCD. The 
underdeveloped maxilla with overall deficient 
growth of the midface combined with the direction of 
mandibular condylar growth and its anterior rotation 
give the impression of relative or actual mandibular 
prognathism 2, 11, 12. In the present case, the 
cephalometric analysis shows normal growth of the 
midface but mandible is prognathic, resulting in a 
skeletal class III malocclusion.

Dental abnormalities are typical main features of 
CCD, and they occur in 93.5% of affected patients 6. 
The primary dentition usually develops relatively 
normally [13], while the permanent dentition is 
severely disturbed. Presence of supernumerary teeth, 
prolonged retention of the primary dentition, failed 
eruption of the permanent teeth, multiple crown and 
root abnormalities, crypt formation around impacted 
teeth, and ectopic locations of teeth are the more 
common dentition disturbances 9, 14. A high arched 
palate is a less common oral manifestation of CCD. 
In the present case, failed eruption of the permanent 
teeth was the reason that the patient sought treatment. 
She presented with multiple supernumerary teeth that 
impeded normal eruption of the permanent teeth.

Other features seen in CCD are deformities of the 
thoracic region, pelvic and pubic bones, and fingers. 
More specifically, finger abnormalities include short, 
tapered fingers and anomalies of the phalangeal, 
tarsal, metatarsal, carpal, and metacarpal bones 7, 9, 15, 16.

CCD is highly polymorphic; therefore, absolute 
verification of the diagnosis of CCD can only be 
obtained by molecular genetic analysis 1–3. This 
patient had not been previously diagnosed, a 

molecular genetic analysis was proposed. The 
patient’s parents declined molecular genetic analysis 
for personal reasons; therefore, identification of the 
responsible gene was not possible.

The successful treatment of patients with CCD 
requires a team approach and compliance of patient. 
An interdisciplinary treatment approach involving 
orthodontics, maxillofacial surgery, prosthodontics, 
pediatrics, neuropediatrics, ophthalmology, and 
orthopedics is obligatory17. Genetic counseling for 
family planning should certainly be advised. Good 
collaboration among the specialists, the patient, and 
the patient’s family is essential for an organized 
treatment approach in which each member can 
contribute his or her expertise for the best treatment 
outcome 1, 10. The overall treatment goal is to 
establish functional occlusion and an aesthetic facial 
and dental appearance. Sometimes this disorder 
causes psychological problems for the patients; 
therefore, proper motivation and support are 
important.

Conclusion:
Clinician would be highly benefited by the 
knowledge of the clinical characteristics, family 
history, and diagnostic tools for CCD, that enable 
them to achieve an early diagnosis and implement 
appropriate treatment to improve function and 
aesthetics. 
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Figure 8 X-ray Lateral Cephalogram shows normal 
maxilla with prognathic mandible.

Figure 9: X-ray Frontal cephalogram shows bulging 
calvarium, narrow maxilla.

Discussion:
CCD is diagnosed by the clinical and radiological 
findings. The clinical findings of CCD, although 
present at birth, could be easily missed because of 
their extremely low frequency, rare manifestation of 
the typical extraoral symptoms in early childhood, 
and the clinical variety of the disorder 3, as was true 
in the present case.

A characteristic feature of CCD is aplastic or 
hypoplastic clavicleswhich is responsible for the 
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Day Total WBC 
Count  

(4-11K/mm3) 

CRP (<10 
mg/L)  

Lactate  

(6-19mg/dL)  

LDH  

(135-225 U/L)  

S. ferritin  

(20-300 
ng/mL)  

Day 19  20.9 120 33.4 641 5820  

Day 20  27.6 163 46.9 722 4941  

Day 21  36.4 216 49.8 782 4830  

Table I – Markers from Day 19 - Day 21 suggestive of underlying secondary bacterial infection with sepsis, and 
cytokine storm.

Unusual Clinical and Biochemical Presentations of Severe Covid-19 Pneumonia QAA Rahman et al
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Meanwhile, his oxygen requirement increased to 15L 
with non-rebreather mask on Day 20 and the patient 
was showing signs of air hunger with the respiratory 
rate increased to 33/min.At this stage, he was labelled 
clinically as Severe Covid-19 Pneumonia. Seeing the 
upward trend of leukocytosis, CRP, lactate and LDH, 
Dexamethasone dose was reduced to 5 mg 12 hourly 
on Day 20 to prevent infective flare.HRCT chest was 
done on Day 20 which showed 80% lung 
involvement (Fig:2).His fever peaked at 103°F on 
Day 21 with marked tachycardia.Considering the 
extensive HRCT involvement and other investigation 
findings indicating a possible secondary bacterial 
infection, and his clinical condition deteriorating, 
decision was made to change the antibiotic and start 
Piperacillin/Tazobactam and I/V Linezolid (on Day 
22). It was chosen on clinical judgment as the 
antibiotic sensitivity was not available due to 
negative blood culture. However, despite very high 
level of CRP and Ferritin,Tocilizumab was not given 
to the patient because of the high suspicion of 
secondary bacterial infection and sepsis, as shown by 
the very high lactate, LDH and total WBC count.2 
days later,patient showed signs of improvement 
clinically with his respiratory rate coming down to 
20/min.On Day 25, his temperature reached baseline 
for the first time since admission. He felt much better 
than before and said that he could “breathe easily”. 
His oxygen requirement came down to 10 L. His 
steroid was discontinued at this stage on Day 25, 
getting it for a total of 10 days. Repeat RT-PCR was 
given that day (Day 25) which came positive once 
again.

Nevertheless, his condition kept improving with his 
oxygen requirement reducing further. Repeat 
investigations showed markers coming towards 
normal value on Day 27. He was finally removed 
from artificial oxygen on Day 30. CXR was done the 
next day (Day 31) which showed marked 
improvement (Fig: 3). With the markers on the 
decline and improved CXR,along with remission of 
all symptoms he was finally discharged with advice 
on the following day (Day 32). Patient was advised to 
stay in isolation for atleast 3 days after discharge and 
to be under follow up.

Patient came for follow-up 10 days later (Day 42 
from symptom onset) with a repeat HRCT chest 
which showed huge improvement (Fig:4). CBC and 
other markers including CRP, ferritin, lactate and 
LDH were also reduced within normal limits. 

Fig:1 – CXR on Day 17 showing bilateral lung 
peripheral opacities

Fig:2 – HRCT chest on Day 20 showing bilateral 
extensive ground glass lesion, consolidations with 
intra and interlobular septal thickening as well as 
crazy paving lesion- Suggestive of severe Covid-19 
pneumonia with around 80% involvement

Fig:3 –CXR on Day 31 showing marked 
improvement

Fig: 4 – Latest HRCT chest showing gross 
improvement from the previous

Discussion:
People with the same infection may have different 
symptoms, and their symptoms may change over 
time. For example, one person may have a high fever, 
cough, and fatigue, and another person may have a 
low fever at the start of the disease and develop 
difficulty in breathing weeks later. All the symptoms 
of Covid-19 are non-specific, which means that they 
are also seen in some other diseases5. In our case, the 

patient developed cough at the onset, followed by 
low grade fever with difficulty breathing manifesting 
as a late presentation, which could be attributed to his 
early use of drugs at home.

An observational study at the Tongji Hospital in 
Wuhan came up with some patterns seen in the 
disease course of Covid-19. When SARS-CoV-2 
infects a person, the lesions are not limited to the 
lungs. The virus enters through the airways by 
inhalation into the lung where it binds with Type-2 
pneumocytes which contains ACE-2 receptors. From 
the lungs, it enters the blood and gets distributed to 
other organs of the body.This process includes the 
incubation phase and the early phase of the 
disease6.In 7-14 days, viral replication usually stops, 
and our immune system takes over.

Our patient presented late to us, on Day 16 of his 
illness, without any previous HRCT. Pre-admission 
CXR revealed normal findings, but we believe an 
HRCT at that stage would be more rewarding. We 
delayed the HRCT by 4 days till symptoms 
progressed further to get the maximum information 
from the HRCT. We got 75% lung involvement in 
HRCT chest on Day 20.Patients at this phase usually 
begins to develop the hypercoagulable state. D-dimer 
is associated with severity of Covid-19. D-dimer in 
our case, however, always remained within the 
normal limit.It is believed that Covid-19 can activate 
coagulation cascade through various mechanisms, 
leading to severe hypercoagulability. Early anticoagulation 
may block clotting formation and reduce formation 
of microthrombus, thereby reducing the risk of major 
organ damages7,8. Thereby, we started the patient on 
anticoagulant from the beginning despite his normal 
D-dimer.Normal D-dimer values in a patient having 
such massive lung involvement is an unusual finding.

A meta-analysis of 3062 patients from 31 provincial 
level regions in China published in the Journal of 
Medicine Virology showed some patients presented 
with liver and renal functions abnormalities, which 
manifested as an increase in ALT,AST, and creatinine. 
So intense monitoring and evaluation of the function 
of important organs in Covid-19 patients should be 
considered9. In our patient, ALT was raised but 
S.creatinine was normal.Biomarkers such as serum 
ferritin, CRP, LDH, procalcitonin have also got 
important prognostic values in Covid-19 evaluation. 
Higher CRP and LDH have been linked to 
unfavorable aspects of Covid-19 disease, such as 
ARDS development10, myocardial injury and death11. 
Regarding ferritin, Wu et al. showed that higher 
serum ferritin was associated with ARDS development. 

The increased levels of all these markers also seem to 
indicate the onset of a cytokine storm in patients12. 
Another emerging biomarker for Covid-19 course is 
interleukin6 (IL-6). In a study by Chen et al. 52% of 
patients had elevated IL-6 levels at admission. 
Increased IL-6 levels have been associated with 
increased risk of death12. In our case we could not do 
the IL-6 level.This was our limitation.
A meta-analysis of 3338 patients across the globe 
including USA, Spain and China showed bacterial 
co-infection in 3.5% of patients and secondary 
infection in 14.3% of patients with Covid-1913.This is 
evidenced by an increased WBC count, high LDH, 
high procalcitonin,increased lactate and a positive 
blood culture. While neutrophilia could be attributed 
to the concomitant use of steroid in Covid-19, in our 
case, the count was sky high, which is unlikely to be 
due to steroid use. Also, our patient’s LDH and 
lactate levels were also very high which all raise 
strong suspicion for an underlying secondary 
bacterial infection and sepsis. Confirmation by 
bacterial growth in culture could not be done 
however, as we did not get any organism in blood 
culture, possibly due to his very early use of 
antibiotics. So antibiotic sensitivity could not be 
seen, hence we had to start the most potent antibiotic 
on clinical judgement.
To test whether Remdesivir could help treat patients 
with COVID-19, a team of researchers of NIH 
carried out a randomized, controlled clinical trial 
enrolling 1,063 hospitalized adults with moderate to 
severe COVID-19 disease from across 10 countries. 
The analysis found that Remdesivir shortened the 
time to recovery. The median time to recovery was 11 
days for patients treated with the drug compared with 
15 days for those who received the placebo.The 
results also suggest that the drug may have some 
benefit in late use for surviving Covid-19. After 14 
days, 7.1% of those in the group receiving 
Remdesivir died versus 11.9% of those in placebo 
group14. Our patient presented on Day 16 at the 
hospital. Despite the late presentation, we chose to 
start Remdisivir on the benefit of doubt that it could 
be of benefit.
Approaches such as corticosteroids is considered to 
combat hyperinflammation. Broad immunosuppression 
in patients with overwhelming viral illness might be 
inadvisable. Beneficial anti-inflammatory effects should 
be weighed up against the potentially detrimental 
effects of inhibiting anti-viral immunity. Our patient 
received corticosteroid for a total of 10 days from 
admission.Although, earlier use of Tocilizumab in 
Covid-19 infection has been shown to be beneficial 

for survival in some studies, its use remains 
controversial. Administration of tocilizumab results 
in liver injury with a rise in ALT. Importantly, 
tocilizumab may be associated with opportunistic 
infections15. Regarding this in our patient, although 
decision about giving tocilizumab were being 
considered, it was eventually aborted considering the 
potential risk over benefit of opportunistic infection 
as the patient’s total count, LDH and lactate levels 
were significantly raised.

Our case was RT-PCR positive on Day 25 of his 
disease. However, a positive RT-PCR result does not 
prove that replicating virus is present. It simply 
proves that its genetic material, the RNA strand, or 
the dead viral remnant is present, which can also be 
present without any active viremia.Usually RT-PCR 
becomes negative in most patients after 2-3 weeks, 
but a small percentage continues to be positive for 
much longer. There are some concerns that if you can 
still find RNA, some live virus could be present. But 
there are reverse arguments that the amount of virus 
is negligible to be transmissible16.

WHO’s updated criteria for end of isolation states 
that for symptomatic patients, isolation should be 
kept for at least 13 days from symptom onset if 
symptom duration is less than 10 days. If symptom 
duration is more than 10 days, isolation should be 
maintained during the symptoms and an extra of at 
least 3 days after symptoms subside17. So, we advised 
the patient to stay in isolation for at least 3 days at 
home after discharge.

Conclusion:
We selected this case for publication to highlight 
some important issues. We wanted to show that 
although Covid-19 is a viral illness, it can present 
with scenarios suggesting a possible secondary 
bacterial infection and even sepsis. The beauty of this 
case lies in the logical courage to manage the patient 
in general ward without shifting to higher facilities 
like HDU, despite possible sepsis. We want to 
highlight that such patients can be managed in 
general ward setting with adequate monitoring if the 
patient does not progress to shock requiring 
ionotropic support.Another interesting thing about 
this case was that despite the cytokine storm, we 
decided against use of any immune modulatory 
agents due to the risk of infective flare, which 
eventually yielded good results. We also decided 
against convalescent plasma therapy because it was 
already past 2 weeks by the time the patient came to 

us. With all these crucial decisions taken, the patient 
eventually managed successful recovery in ward 
settings.

Another unusual feature of this patient was the 
normal D-dimer level with disproportionately 
massive lung shadows which shows the vast array of 
possibilities of presentation of Covid-19.The 
positivity of RT-PCR on Day 25 also teaches us that 
though the virus may stop replicating in the host, its 
remnants may stay inside for an extended period.We 
are still at very early stages of understanding this new 
disease. Although, this disease is presenting in 
various ways in populations across the world, we 
have managed to track some set pattern of disease 
progression. This, along with expert opinions from 
experienced consultants, can help us combat this 
disease going forward.
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Meanwhile, his oxygen requirement increased to 15L 
with non-rebreather mask on Day 20 and the patient 
was showing signs of air hunger with the respiratory 
rate increased to 33/min.At this stage, he was labelled 
clinically as Severe Covid-19 Pneumonia. Seeing the 
upward trend of leukocytosis, CRP, lactate and LDH, 
Dexamethasone dose was reduced to 5 mg 12 hourly 
on Day 20 to prevent infective flare.HRCT chest was 
done on Day 20 which showed 80% lung 
involvement (Fig:2).His fever peaked at 103°F on 
Day 21 with marked tachycardia.Considering the 
extensive HRCT involvement and other investigation 
findings indicating a possible secondary bacterial 
infection, and his clinical condition deteriorating, 
decision was made to change the antibiotic and start 
Piperacillin/Tazobactam and I/V Linezolid (on Day 
22). It was chosen on clinical judgment as the 
antibiotic sensitivity was not available due to 
negative blood culture. However, despite very high 
level of CRP and Ferritin,Tocilizumab was not given 
to the patient because of the high suspicion of 
secondary bacterial infection and sepsis, as shown by 
the very high lactate, LDH and total WBC count.2 
days later,patient showed signs of improvement 
clinically with his respiratory rate coming down to 
20/min.On Day 25, his temperature reached baseline 
for the first time since admission. He felt much better 
than before and said that he could “breathe easily”. 
His oxygen requirement came down to 10 L. His 
steroid was discontinued at this stage on Day 25, 
getting it for a total of 10 days. Repeat RT-PCR was 
given that day (Day 25) which came positive once 
again.

Nevertheless, his condition kept improving with his 
oxygen requirement reducing further. Repeat 
investigations showed markers coming towards 
normal value on Day 27. He was finally removed 
from artificial oxygen on Day 30. CXR was done the 
next day (Day 31) which showed marked 
improvement (Fig: 3). With the markers on the 
decline and improved CXR,along with remission of 
all symptoms he was finally discharged with advice 
on the following day (Day 32). Patient was advised to 
stay in isolation for atleast 3 days after discharge and 
to be under follow up.

Patient came for follow-up 10 days later (Day 42 
from symptom onset) with a repeat HRCT chest 
which showed huge improvement (Fig:4). CBC and 
other markers including CRP, ferritin, lactate and 
LDH were also reduced within normal limits. 

Fig:1 – CXR on Day 17 showing bilateral lung 
peripheral opacities

Fig:2 – HRCT chest on Day 20 showing bilateral 
extensive ground glass lesion, consolidations with 
intra and interlobular septal thickening as well as 
crazy paving lesion- Suggestive of severe Covid-19 
pneumonia with around 80% involvement

Fig:3 –CXR on Day 31 showing marked 
improvement

Fig: 4 – Latest HRCT chest showing gross 
improvement from the previous

Discussion:
People with the same infection may have different 
symptoms, and their symptoms may change over 
time. For example, one person may have a high fever, 
cough, and fatigue, and another person may have a 
low fever at the start of the disease and develop 
difficulty in breathing weeks later. All the symptoms 
of Covid-19 are non-specific, which means that they 
are also seen in some other diseases5. In our case, the 

patient developed cough at the onset, followed by 
low grade fever with difficulty breathing manifesting 
as a late presentation, which could be attributed to his 
early use of drugs at home.

An observational study at the Tongji Hospital in 
Wuhan came up with some patterns seen in the 
disease course of Covid-19. When SARS-CoV-2 
infects a person, the lesions are not limited to the 
lungs. The virus enters through the airways by 
inhalation into the lung where it binds with Type-2 
pneumocytes which contains ACE-2 receptors. From 
the lungs, it enters the blood and gets distributed to 
other organs of the body.This process includes the 
incubation phase and the early phase of the 
disease6.In 7-14 days, viral replication usually stops, 
and our immune system takes over.

Our patient presented late to us, on Day 16 of his 
illness, without any previous HRCT. Pre-admission 
CXR revealed normal findings, but we believe an 
HRCT at that stage would be more rewarding. We 
delayed the HRCT by 4 days till symptoms 
progressed further to get the maximum information 
from the HRCT. We got 75% lung involvement in 
HRCT chest on Day 20.Patients at this phase usually 
begins to develop the hypercoagulable state. D-dimer 
is associated with severity of Covid-19. D-dimer in 
our case, however, always remained within the 
normal limit.It is believed that Covid-19 can activate 
coagulation cascade through various mechanisms, 
leading to severe hypercoagulability. Early anticoagulation 
may block clotting formation and reduce formation 
of microthrombus, thereby reducing the risk of major 
organ damages7,8. Thereby, we started the patient on 
anticoagulant from the beginning despite his normal 
D-dimer.Normal D-dimer values in a patient having 
such massive lung involvement is an unusual finding.

A meta-analysis of 3062 patients from 31 provincial 
level regions in China published in the Journal of 
Medicine Virology showed some patients presented 
with liver and renal functions abnormalities, which 
manifested as an increase in ALT,AST, and creatinine. 
So intense monitoring and evaluation of the function 
of important organs in Covid-19 patients should be 
considered9. In our patient, ALT was raised but 
S.creatinine was normal.Biomarkers such as serum 
ferritin, CRP, LDH, procalcitonin have also got 
important prognostic values in Covid-19 evaluation. 
Higher CRP and LDH have been linked to 
unfavorable aspects of Covid-19 disease, such as 
ARDS development10, myocardial injury and death11. 
Regarding ferritin, Wu et al. showed that higher 
serum ferritin was associated with ARDS development. 

The increased levels of all these markers also seem to 
indicate the onset of a cytokine storm in patients12. 
Another emerging biomarker for Covid-19 course is 
interleukin6 (IL-6). In a study by Chen et al. 52% of 
patients had elevated IL-6 levels at admission. 
Increased IL-6 levels have been associated with 
increased risk of death12. In our case we could not do 
the IL-6 level.This was our limitation.
A meta-analysis of 3338 patients across the globe 
including USA, Spain and China showed bacterial 
co-infection in 3.5% of patients and secondary 
infection in 14.3% of patients with Covid-1913.This is 
evidenced by an increased WBC count, high LDH, 
high procalcitonin,increased lactate and a positive 
blood culture. While neutrophilia could be attributed 
to the concomitant use of steroid in Covid-19, in our 
case, the count was sky high, which is unlikely to be 
due to steroid use. Also, our patient’s LDH and 
lactate levels were also very high which all raise 
strong suspicion for an underlying secondary 
bacterial infection and sepsis. Confirmation by 
bacterial growth in culture could not be done 
however, as we did not get any organism in blood 
culture, possibly due to his very early use of 
antibiotics. So antibiotic sensitivity could not be 
seen, hence we had to start the most potent antibiotic 
on clinical judgement.
To test whether Remdesivir could help treat patients 
with COVID-19, a team of researchers of NIH 
carried out a randomized, controlled clinical trial 
enrolling 1,063 hospitalized adults with moderate to 
severe COVID-19 disease from across 10 countries. 
The analysis found that Remdesivir shortened the 
time to recovery. The median time to recovery was 11 
days for patients treated with the drug compared with 
15 days for those who received the placebo.The 
results also suggest that the drug may have some 
benefit in late use for surviving Covid-19. After 14 
days, 7.1% of those in the group receiving 
Remdesivir died versus 11.9% of those in placebo 
group14. Our patient presented on Day 16 at the 
hospital. Despite the late presentation, we chose to 
start Remdisivir on the benefit of doubt that it could 
be of benefit.
Approaches such as corticosteroids is considered to 
combat hyperinflammation. Broad immunosuppression 
in patients with overwhelming viral illness might be 
inadvisable. Beneficial anti-inflammatory effects should 
be weighed up against the potentially detrimental 
effects of inhibiting anti-viral immunity. Our patient 
received corticosteroid for a total of 10 days from 
admission.Although, earlier use of Tocilizumab in 
Covid-19 infection has been shown to be beneficial 

for survival in some studies, its use remains 
controversial. Administration of tocilizumab results 
in liver injury with a rise in ALT. Importantly, 
tocilizumab may be associated with opportunistic 
infections15. Regarding this in our patient, although 
decision about giving tocilizumab were being 
considered, it was eventually aborted considering the 
potential risk over benefit of opportunistic infection 
as the patient’s total count, LDH and lactate levels 
were significantly raised.

Our case was RT-PCR positive on Day 25 of his 
disease. However, a positive RT-PCR result does not 
prove that replicating virus is present. It simply 
proves that its genetic material, the RNA strand, or 
the dead viral remnant is present, which can also be 
present without any active viremia.Usually RT-PCR 
becomes negative in most patients after 2-3 weeks, 
but a small percentage continues to be positive for 
much longer. There are some concerns that if you can 
still find RNA, some live virus could be present. But 
there are reverse arguments that the amount of virus 
is negligible to be transmissible16.

WHO’s updated criteria for end of isolation states 
that for symptomatic patients, isolation should be 
kept for at least 13 days from symptom onset if 
symptom duration is less than 10 days. If symptom 
duration is more than 10 days, isolation should be 
maintained during the symptoms and an extra of at 
least 3 days after symptoms subside17. So, we advised 
the patient to stay in isolation for at least 3 days at 
home after discharge.

Conclusion:
We selected this case for publication to highlight 
some important issues. We wanted to show that 
although Covid-19 is a viral illness, it can present 
with scenarios suggesting a possible secondary 
bacterial infection and even sepsis. The beauty of this 
case lies in the logical courage to manage the patient 
in general ward without shifting to higher facilities 
like HDU, despite possible sepsis. We want to 
highlight that such patients can be managed in 
general ward setting with adequate monitoring if the 
patient does not progress to shock requiring 
ionotropic support.Another interesting thing about 
this case was that despite the cytokine storm, we 
decided against use of any immune modulatory 
agents due to the risk of infective flare, which 
eventually yielded good results. We also decided 
against convalescent plasma therapy because it was 
already past 2 weeks by the time the patient came to 

us. With all these crucial decisions taken, the patient 
eventually managed successful recovery in ward 
settings.

Another unusual feature of this patient was the 
normal D-dimer level with disproportionately 
massive lung shadows which shows the vast array of 
possibilities of presentation of Covid-19.The 
positivity of RT-PCR on Day 25 also teaches us that 
though the virus may stop replicating in the host, its 
remnants may stay inside for an extended period.We 
are still at very early stages of understanding this new 
disease. Although, this disease is presenting in 
various ways in populations across the world, we 
have managed to track some set pattern of disease 
progression. This, along with expert opinions from 
experienced consultants, can help us combat this 
disease going forward.
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Meanwhile, his oxygen requirement increased to 15L 
with non-rebreather mask on Day 20 and the patient 
was showing signs of air hunger with the respiratory 
rate increased to 33/min.At this stage, he was labelled 
clinically as Severe Covid-19 Pneumonia. Seeing the 
upward trend of leukocytosis, CRP, lactate and LDH, 
Dexamethasone dose was reduced to 5 mg 12 hourly 
on Day 20 to prevent infective flare.HRCT chest was 
done on Day 20 which showed 80% lung 
involvement (Fig:2).His fever peaked at 103°F on 
Day 21 with marked tachycardia.Considering the 
extensive HRCT involvement and other investigation 
findings indicating a possible secondary bacterial 
infection, and his clinical condition deteriorating, 
decision was made to change the antibiotic and start 
Piperacillin/Tazobactam and I/V Linezolid (on Day 
22). It was chosen on clinical judgment as the 
antibiotic sensitivity was not available due to 
negative blood culture. However, despite very high 
level of CRP and Ferritin,Tocilizumab was not given 
to the patient because of the high suspicion of 
secondary bacterial infection and sepsis, as shown by 
the very high lactate, LDH and total WBC count.2 
days later,patient showed signs of improvement 
clinically with his respiratory rate coming down to 
20/min.On Day 25, his temperature reached baseline 
for the first time since admission. He felt much better 
than before and said that he could “breathe easily”. 
His oxygen requirement came down to 10 L. His 
steroid was discontinued at this stage on Day 25, 
getting it for a total of 10 days. Repeat RT-PCR was 
given that day (Day 25) which came positive once 
again.

Nevertheless, his condition kept improving with his 
oxygen requirement reducing further. Repeat 
investigations showed markers coming towards 
normal value on Day 27. He was finally removed 
from artificial oxygen on Day 30. CXR was done the 
next day (Day 31) which showed marked 
improvement (Fig: 3). With the markers on the 
decline and improved CXR,along with remission of 
all symptoms he was finally discharged with advice 
on the following day (Day 32). Patient was advised to 
stay in isolation for atleast 3 days after discharge and 
to be under follow up.

Patient came for follow-up 10 days later (Day 42 
from symptom onset) with a repeat HRCT chest 
which showed huge improvement (Fig:4). CBC and 
other markers including CRP, ferritin, lactate and 
LDH were also reduced within normal limits. 

Fig:1 – CXR on Day 17 showing bilateral lung 
peripheral opacities

Fig:2 – HRCT chest on Day 20 showing bilateral 
extensive ground glass lesion, consolidations with 
intra and interlobular septal thickening as well as 
crazy paving lesion- Suggestive of severe Covid-19 
pneumonia with around 80% involvement

Fig:3 –CXR on Day 31 showing marked 
improvement

Fig: 4 – Latest HRCT chest showing gross 
improvement from the previous

Discussion:
People with the same infection may have different 
symptoms, and their symptoms may change over 
time. For example, one person may have a high fever, 
cough, and fatigue, and another person may have a 
low fever at the start of the disease and develop 
difficulty in breathing weeks later. All the symptoms 
of Covid-19 are non-specific, which means that they 
are also seen in some other diseases5. In our case, the 

patient developed cough at the onset, followed by 
low grade fever with difficulty breathing manifesting 
as a late presentation, which could be attributed to his 
early use of drugs at home.

An observational study at the Tongji Hospital in 
Wuhan came up with some patterns seen in the 
disease course of Covid-19. When SARS-CoV-2 
infects a person, the lesions are not limited to the 
lungs. The virus enters through the airways by 
inhalation into the lung where it binds with Type-2 
pneumocytes which contains ACE-2 receptors. From 
the lungs, it enters the blood and gets distributed to 
other organs of the body.This process includes the 
incubation phase and the early phase of the 
disease6.In 7-14 days, viral replication usually stops, 
and our immune system takes over.

Our patient presented late to us, on Day 16 of his 
illness, without any previous HRCT. Pre-admission 
CXR revealed normal findings, but we believe an 
HRCT at that stage would be more rewarding. We 
delayed the HRCT by 4 days till symptoms 
progressed further to get the maximum information 
from the HRCT. We got 75% lung involvement in 
HRCT chest on Day 20.Patients at this phase usually 
begins to develop the hypercoagulable state. D-dimer 
is associated with severity of Covid-19. D-dimer in 
our case, however, always remained within the 
normal limit.It is believed that Covid-19 can activate 
coagulation cascade through various mechanisms, 
leading to severe hypercoagulability. Early anticoagulation 
may block clotting formation and reduce formation 
of microthrombus, thereby reducing the risk of major 
organ damages7,8. Thereby, we started the patient on 
anticoagulant from the beginning despite his normal 
D-dimer.Normal D-dimer values in a patient having 
such massive lung involvement is an unusual finding.

A meta-analysis of 3062 patients from 31 provincial 
level regions in China published in the Journal of 
Medicine Virology showed some patients presented 
with liver and renal functions abnormalities, which 
manifested as an increase in ALT,AST, and creatinine. 
So intense monitoring and evaluation of the function 
of important organs in Covid-19 patients should be 
considered9. In our patient, ALT was raised but 
S.creatinine was normal.Biomarkers such as serum 
ferritin, CRP, LDH, procalcitonin have also got 
important prognostic values in Covid-19 evaluation. 
Higher CRP and LDH have been linked to 
unfavorable aspects of Covid-19 disease, such as 
ARDS development10, myocardial injury and death11. 
Regarding ferritin, Wu et al. showed that higher 
serum ferritin was associated with ARDS development. 

The increased levels of all these markers also seem to 
indicate the onset of a cytokine storm in patients12. 
Another emerging biomarker for Covid-19 course is 
interleukin6 (IL-6). In a study by Chen et al. 52% of 
patients had elevated IL-6 levels at admission. 
Increased IL-6 levels have been associated with 
increased risk of death12. In our case we could not do 
the IL-6 level.This was our limitation.
A meta-analysis of 3338 patients across the globe 
including USA, Spain and China showed bacterial 
co-infection in 3.5% of patients and secondary 
infection in 14.3% of patients with Covid-1913.This is 
evidenced by an increased WBC count, high LDH, 
high procalcitonin,increased lactate and a positive 
blood culture. While neutrophilia could be attributed 
to the concomitant use of steroid in Covid-19, in our 
case, the count was sky high, which is unlikely to be 
due to steroid use. Also, our patient’s LDH and 
lactate levels were also very high which all raise 
strong suspicion for an underlying secondary 
bacterial infection and sepsis. Confirmation by 
bacterial growth in culture could not be done 
however, as we did not get any organism in blood 
culture, possibly due to his very early use of 
antibiotics. So antibiotic sensitivity could not be 
seen, hence we had to start the most potent antibiotic 
on clinical judgement.
To test whether Remdesivir could help treat patients 
with COVID-19, a team of researchers of NIH 
carried out a randomized, controlled clinical trial 
enrolling 1,063 hospitalized adults with moderate to 
severe COVID-19 disease from across 10 countries. 
The analysis found that Remdesivir shortened the 
time to recovery. The median time to recovery was 11 
days for patients treated with the drug compared with 
15 days for those who received the placebo.The 
results also suggest that the drug may have some 
benefit in late use for surviving Covid-19. After 14 
days, 7.1% of those in the group receiving 
Remdesivir died versus 11.9% of those in placebo 
group14. Our patient presented on Day 16 at the 
hospital. Despite the late presentation, we chose to 
start Remdisivir on the benefit of doubt that it could 
be of benefit.
Approaches such as corticosteroids is considered to 
combat hyperinflammation. Broad immunosuppression 
in patients with overwhelming viral illness might be 
inadvisable. Beneficial anti-inflammatory effects should 
be weighed up against the potentially detrimental 
effects of inhibiting anti-viral immunity. Our patient 
received corticosteroid for a total of 10 days from 
admission.Although, earlier use of Tocilizumab in 
Covid-19 infection has been shown to be beneficial 

for survival in some studies, its use remains 
controversial. Administration of tocilizumab results 
in liver injury with a rise in ALT. Importantly, 
tocilizumab may be associated with opportunistic 
infections15. Regarding this in our patient, although 
decision about giving tocilizumab were being 
considered, it was eventually aborted considering the 
potential risk over benefit of opportunistic infection 
as the patient’s total count, LDH and lactate levels 
were significantly raised.

Our case was RT-PCR positive on Day 25 of his 
disease. However, a positive RT-PCR result does not 
prove that replicating virus is present. It simply 
proves that its genetic material, the RNA strand, or 
the dead viral remnant is present, which can also be 
present without any active viremia.Usually RT-PCR 
becomes negative in most patients after 2-3 weeks, 
but a small percentage continues to be positive for 
much longer. There are some concerns that if you can 
still find RNA, some live virus could be present. But 
there are reverse arguments that the amount of virus 
is negligible to be transmissible16.

WHO’s updated criteria for end of isolation states 
that for symptomatic patients, isolation should be 
kept for at least 13 days from symptom onset if 
symptom duration is less than 10 days. If symptom 
duration is more than 10 days, isolation should be 
maintained during the symptoms and an extra of at 
least 3 days after symptoms subside17. So, we advised 
the patient to stay in isolation for at least 3 days at 
home after discharge.

Conclusion:
We selected this case for publication to highlight 
some important issues. We wanted to show that 
although Covid-19 is a viral illness, it can present 
with scenarios suggesting a possible secondary 
bacterial infection and even sepsis. The beauty of this 
case lies in the logical courage to manage the patient 
in general ward without shifting to higher facilities 
like HDU, despite possible sepsis. We want to 
highlight that such patients can be managed in 
general ward setting with adequate monitoring if the 
patient does not progress to shock requiring 
ionotropic support.Another interesting thing about 
this case was that despite the cytokine storm, we 
decided against use of any immune modulatory 
agents due to the risk of infective flare, which 
eventually yielded good results. We also decided 
against convalescent plasma therapy because it was 
already past 2 weeks by the time the patient came to 

us. With all these crucial decisions taken, the patient 
eventually managed successful recovery in ward 
settings.

Another unusual feature of this patient was the 
normal D-dimer level with disproportionately 
massive lung shadows which shows the vast array of 
possibilities of presentation of Covid-19.The 
positivity of RT-PCR on Day 25 also teaches us that 
though the virus may stop replicating in the host, its 
remnants may stay inside for an extended period.We 
are still at very early stages of understanding this new 
disease. Although, this disease is presenting in 
various ways in populations across the world, we 
have managed to track some set pattern of disease 
progression. This, along with expert opinions from 
experienced consultants, can help us combat this 
disease going forward.
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Meanwhile, his oxygen requirement increased to 15L 
with non-rebreather mask on Day 20 and the patient 
was showing signs of air hunger with the respiratory 
rate increased to 33/min.At this stage, he was labelled 
clinically as Severe Covid-19 Pneumonia. Seeing the 
upward trend of leukocytosis, CRP, lactate and LDH, 
Dexamethasone dose was reduced to 5 mg 12 hourly 
on Day 20 to prevent infective flare.HRCT chest was 
done on Day 20 which showed 80% lung 
involvement (Fig:2).His fever peaked at 103°F on 
Day 21 with marked tachycardia.Considering the 
extensive HRCT involvement and other investigation 
findings indicating a possible secondary bacterial 
infection, and his clinical condition deteriorating, 
decision was made to change the antibiotic and start 
Piperacillin/Tazobactam and I/V Linezolid (on Day 
22). It was chosen on clinical judgment as the 
antibiotic sensitivity was not available due to 
negative blood culture. However, despite very high 
level of CRP and Ferritin,Tocilizumab was not given 
to the patient because of the high suspicion of 
secondary bacterial infection and sepsis, as shown by 
the very high lactate, LDH and total WBC count.2 
days later,patient showed signs of improvement 
clinically with his respiratory rate coming down to 
20/min.On Day 25, his temperature reached baseline 
for the first time since admission. He felt much better 
than before and said that he could “breathe easily”. 
His oxygen requirement came down to 10 L. His 
steroid was discontinued at this stage on Day 25, 
getting it for a total of 10 days. Repeat RT-PCR was 
given that day (Day 25) which came positive once 
again.

Nevertheless, his condition kept improving with his 
oxygen requirement reducing further. Repeat 
investigations showed markers coming towards 
normal value on Day 27. He was finally removed 
from artificial oxygen on Day 30. CXR was done the 
next day (Day 31) which showed marked 
improvement (Fig: 3). With the markers on the 
decline and improved CXR,along with remission of 
all symptoms he was finally discharged with advice 
on the following day (Day 32). Patient was advised to 
stay in isolation for atleast 3 days after discharge and 
to be under follow up.

Patient came for follow-up 10 days later (Day 42 
from symptom onset) with a repeat HRCT chest 
which showed huge improvement (Fig:4). CBC and 
other markers including CRP, ferritin, lactate and 
LDH were also reduced within normal limits. 

Fig:1 – CXR on Day 17 showing bilateral lung 
peripheral opacities

Fig:2 – HRCT chest on Day 20 showing bilateral 
extensive ground glass lesion, consolidations with 
intra and interlobular septal thickening as well as 
crazy paving lesion- Suggestive of severe Covid-19 
pneumonia with around 80% involvement

Fig:3 –CXR on Day 31 showing marked 
improvement

Fig: 4 – Latest HRCT chest showing gross 
improvement from the previous

Discussion:
People with the same infection may have different 
symptoms, and their symptoms may change over 
time. For example, one person may have a high fever, 
cough, and fatigue, and another person may have a 
low fever at the start of the disease and develop 
difficulty in breathing weeks later. All the symptoms 
of Covid-19 are non-specific, which means that they 
are also seen in some other diseases5. In our case, the 

patient developed cough at the onset, followed by 
low grade fever with difficulty breathing manifesting 
as a late presentation, which could be attributed to his 
early use of drugs at home.

An observational study at the Tongji Hospital in 
Wuhan came up with some patterns seen in the 
disease course of Covid-19. When SARS-CoV-2 
infects a person, the lesions are not limited to the 
lungs. The virus enters through the airways by 
inhalation into the lung where it binds with Type-2 
pneumocytes which contains ACE-2 receptors. From 
the lungs, it enters the blood and gets distributed to 
other organs of the body.This process includes the 
incubation phase and the early phase of the 
disease6.In 7-14 days, viral replication usually stops, 
and our immune system takes over.

Our patient presented late to us, on Day 16 of his 
illness, without any previous HRCT. Pre-admission 
CXR revealed normal findings, but we believe an 
HRCT at that stage would be more rewarding. We 
delayed the HRCT by 4 days till symptoms 
progressed further to get the maximum information 
from the HRCT. We got 75% lung involvement in 
HRCT chest on Day 20.Patients at this phase usually 
begins to develop the hypercoagulable state. D-dimer 
is associated with severity of Covid-19. D-dimer in 
our case, however, always remained within the 
normal limit.It is believed that Covid-19 can activate 
coagulation cascade through various mechanisms, 
leading to severe hypercoagulability. Early anticoagulation 
may block clotting formation and reduce formation 
of microthrombus, thereby reducing the risk of major 
organ damages7,8. Thereby, we started the patient on 
anticoagulant from the beginning despite his normal 
D-dimer.Normal D-dimer values in a patient having 
such massive lung involvement is an unusual finding.

A meta-analysis of 3062 patients from 31 provincial 
level regions in China published in the Journal of 
Medicine Virology showed some patients presented 
with liver and renal functions abnormalities, which 
manifested as an increase in ALT,AST, and creatinine. 
So intense monitoring and evaluation of the function 
of important organs in Covid-19 patients should be 
considered9. In our patient, ALT was raised but 
S.creatinine was normal.Biomarkers such as serum 
ferritin, CRP, LDH, procalcitonin have also got 
important prognostic values in Covid-19 evaluation. 
Higher CRP and LDH have been linked to 
unfavorable aspects of Covid-19 disease, such as 
ARDS development10, myocardial injury and death11. 
Regarding ferritin, Wu et al. showed that higher 
serum ferritin was associated with ARDS development. 

The increased levels of all these markers also seem to 
indicate the onset of a cytokine storm in patients12. 
Another emerging biomarker for Covid-19 course is 
interleukin6 (IL-6). In a study by Chen et al. 52% of 
patients had elevated IL-6 levels at admission. 
Increased IL-6 levels have been associated with 
increased risk of death12. In our case we could not do 
the IL-6 level.This was our limitation.
A meta-analysis of 3338 patients across the globe 
including USA, Spain and China showed bacterial 
co-infection in 3.5% of patients and secondary 
infection in 14.3% of patients with Covid-1913.This is 
evidenced by an increased WBC count, high LDH, 
high procalcitonin,increased lactate and a positive 
blood culture. While neutrophilia could be attributed 
to the concomitant use of steroid in Covid-19, in our 
case, the count was sky high, which is unlikely to be 
due to steroid use. Also, our patient’s LDH and 
lactate levels were also very high which all raise 
strong suspicion for an underlying secondary 
bacterial infection and sepsis. Confirmation by 
bacterial growth in culture could not be done 
however, as we did not get any organism in blood 
culture, possibly due to his very early use of 
antibiotics. So antibiotic sensitivity could not be 
seen, hence we had to start the most potent antibiotic 
on clinical judgement.
To test whether Remdesivir could help treat patients 
with COVID-19, a team of researchers of NIH 
carried out a randomized, controlled clinical trial 
enrolling 1,063 hospitalized adults with moderate to 
severe COVID-19 disease from across 10 countries. 
The analysis found that Remdesivir shortened the 
time to recovery. The median time to recovery was 11 
days for patients treated with the drug compared with 
15 days for those who received the placebo.The 
results also suggest that the drug may have some 
benefit in late use for surviving Covid-19. After 14 
days, 7.1% of those in the group receiving 
Remdesivir died versus 11.9% of those in placebo 
group14. Our patient presented on Day 16 at the 
hospital. Despite the late presentation, we chose to 
start Remdisivir on the benefit of doubt that it could 
be of benefit.
Approaches such as corticosteroids is considered to 
combat hyperinflammation. Broad immunosuppression 
in patients with overwhelming viral illness might be 
inadvisable. Beneficial anti-inflammatory effects should 
be weighed up against the potentially detrimental 
effects of inhibiting anti-viral immunity. Our patient 
received corticosteroid for a total of 10 days from 
admission.Although, earlier use of Tocilizumab in 
Covid-19 infection has been shown to be beneficial 

for survival in some studies, its use remains 
controversial. Administration of tocilizumab results 
in liver injury with a rise in ALT. Importantly, 
tocilizumab may be associated with opportunistic 
infections15. Regarding this in our patient, although 
decision about giving tocilizumab were being 
considered, it was eventually aborted considering the 
potential risk over benefit of opportunistic infection 
as the patient’s total count, LDH and lactate levels 
were significantly raised.

Our case was RT-PCR positive on Day 25 of his 
disease. However, a positive RT-PCR result does not 
prove that replicating virus is present. It simply 
proves that its genetic material, the RNA strand, or 
the dead viral remnant is present, which can also be 
present without any active viremia.Usually RT-PCR 
becomes negative in most patients after 2-3 weeks, 
but a small percentage continues to be positive for 
much longer. There are some concerns that if you can 
still find RNA, some live virus could be present. But 
there are reverse arguments that the amount of virus 
is negligible to be transmissible16.

WHO’s updated criteria for end of isolation states 
that for symptomatic patients, isolation should be 
kept for at least 13 days from symptom onset if 
symptom duration is less than 10 days. If symptom 
duration is more than 10 days, isolation should be 
maintained during the symptoms and an extra of at 
least 3 days after symptoms subside17. So, we advised 
the patient to stay in isolation for at least 3 days at 
home after discharge.

Conclusion:
We selected this case for publication to highlight 
some important issues. We wanted to show that 
although Covid-19 is a viral illness, it can present 
with scenarios suggesting a possible secondary 
bacterial infection and even sepsis. The beauty of this 
case lies in the logical courage to manage the patient 
in general ward without shifting to higher facilities 
like HDU, despite possible sepsis. We want to 
highlight that such patients can be managed in 
general ward setting with adequate monitoring if the 
patient does not progress to shock requiring 
ionotropic support.Another interesting thing about 
this case was that despite the cytokine storm, we 
decided against use of any immune modulatory 
agents due to the risk of infective flare, which 
eventually yielded good results. We also decided 
against convalescent plasma therapy because it was 
already past 2 weeks by the time the patient came to 

us. With all these crucial decisions taken, the patient 
eventually managed successful recovery in ward 
settings.

Another unusual feature of this patient was the 
normal D-dimer level with disproportionately 
massive lung shadows which shows the vast array of 
possibilities of presentation of Covid-19.The 
positivity of RT-PCR on Day 25 also teaches us that 
though the virus may stop replicating in the host, its 
remnants may stay inside for an extended period.We 
are still at very early stages of understanding this new 
disease. Although, this disease is presenting in 
various ways in populations across the world, we 
have managed to track some set pattern of disease 
progression. This, along with expert opinions from 
experienced consultants, can help us combat this 
disease going forward.
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