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ABSTRACT

O infectt O el L .
Covid-19 infection 1s an airborne infection caused by SARS-CoV-2, a positive stranded RNA virus. The
. 1 A1 1 . . S A . H . . 4 - b N 4 .
disease W hluh~ h?dllt,.d mn Wuhfm a u)nunu.l‘«.ml city in China rapidly spread around the globe causing a
pandemic. It presents mainly with pneumonitis, but may have other systemic alfectations B )
. . C D

We hlgljllgln t\hlS case o_f a scvcnty-four—ycar old man with no background medical condition who developed
severe ?orm ()f the lint.cctmn C()l]]pllC:dlCd by hyperglycaemia, stroke and post infectious polyncuropathy.
lcachicved full clinical recovery with the limited available resources.
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INTRODUCTION

In December2019, a novel coronavirus started as an
emerging pathogen for humans and resulted in a
pandemic. SARS-CoV-2 (severe acute respiratory
syndromc coronavirus 2), the virus causing
coronavirus 2019 (COVID-19), is a positive-
stranded RNA virus, similar to other
coronaviruscs .

The discase, being mainly airborne and spread by
coughing and sneezing, has continued to spread
rapidly around the globe. The total number of cases
at this time is likely much greater than official
diagnoses, as many may not know they are
infected’. Mild cascs may be asymptomatic or
expericnee vague symptoms which paticnts do not
consider scvere cnough to warrant testing, but these
cases are still capable of transferring the virus to
others, for whom the discasc may be severe oreven

_deadly. The illness caused by SARS-CoV-2 may

have wide range of presentations ranging from
asymptomatic illness to respiratory distr§ss
syndrome, septic shock, multi-organ dysfunction
and death ™.

In the face of this pandemic where knowlg‘de
facilitics for diagnosis and management is limited 1t
is pertinent that the carc giver must take zldc'tlu"‘tC
precaution in order to stay safe and remain alive so
asto continue to carry out his duty.

CASE SUMMARY

We present Mr. AO, a seventy-four-year old clergy
who was referred to us from a mission hospital with
history of fever, cough and weakness of onc-week
duration and shortness of breath of two days prior to
presentation. Fever was high grade and persistent
and only relieved mildly by antipyretics and tepid
sponging. The cough was initially dry, but later
became productive of brownish sputum. He had no
history of haemoptysis and no contact with patient
with chronic cough. He had associated
breathlessness but no paroxysmal nocturnal
dyspnoca or orthopnoca. He had progressive
weakness to the extent that he hardly fed himsclf.

He had never smoked cigaretics and did not take
alcohol. He had served as a priest of the Catholic
Church and a lecturer in the university. He had no
previous medical condition and had no family history
of diabetes, hypertension or asthma.

Clinical examination revealed an elderly man who
was febrile (temp. 37.7°C). with mild central
cyanosis, mildly dehydrated, not pale, anicteric and
no leg ocdema.

Random blood glucosc (RBS)
164mg/dL. i
Chest findings included a respiratory ratc of 3()\
cycles per minute, with oxygen satuml.ion (Sp0O,) of
76% in room air. He had dull percussion notes apd
coarse crackles in all lung zones. He haq bronchial
breath sound and no wheezes on auscultation.
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Cardiovascular examination revealed a pulse rate ol
98 beats per minute and regular. The blood pressure
was 110/70 mmHg with first and sccond heart soqnd
and no heart murmurs. The jugular venous pulsation
was not ¢levated.

e had mild distended abdomen with normal liver
size and span and non-tender splenomegaly of 4cm
below the left costal margin. There was no ascitcs.
The central nervous and musculoskeletal systems
were normal.

A working diagnosis of severe bronchopneumonia
(atypical) with differential diagnoses of SARS-CoV-
2 infection and severe sepsis with focus in the lungs
was made.

Investigations were requested for including FBC,
ESR, MP, Real-Time PCR for SAR-CoV-2, S/EUCTr,
Chest X-ray, blood culture, Urinalysis and urine
culture.

Drug treatment included:

IVF Normal Salinc I L 8 hourly x 48 hours.

IV meropencem 1g 12 hourly x 96 hours.

Tab Azithromycin 500mg daily x 5 days.

IV Dexamethazone 8mg stat, the 6mg 12 hourly x
48hours, then change to PO 4mg 12 hourly.

Tab Ivermectin 12mg stat.

IM paracetamol 600mg PRN.

Commence intra-nasal oxygen 8 Litres per minute
over 4 hours, thenreview.

On day 2 of admission, the patient was still breathless
but the SpO,had improved to 88% in room air and the
body temperature was 38'C. The fasting blood
glucose was 194mg/dl.

He was given a stat dose of IM paracctamol 600mg
and tepid sponged.

Tabs metformin 500mg bd and tabs glimepiride 2mg
daily were prescribed.

Subcutancous dosc of cnoxaparin 40mg was also
commenced.

- Onday 3 the FBG rose to 285mg/dl, with pulse rate of
90/min, Bp of 130/90mmllg and SpO, of 91% in
room air. Tab Metformin was increased to 1g bd and
oral anticoagulant epixaban at Smg bd was
introduced.

By day 5, the patient felt stronger and fever had
stopped. The oxygen saturation in room air was 924,
and FBG was 175mg/dl. Glimepiride tablet was
increased to 4mg and other treatment schedules
continued.

On day 6, the paticnt had a sudden relapse with onset
of breathlessness, right sided weakness,
speech and urinary incontinence.

slurred
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The FBG rosc to 195mg dl. (‘IiniAcall I'AL‘\’iC\\. revealed
ious but drowsy patient \\'qh right facial nerve
ade 3 power in the right upper and lower
d 10 88% in room air. Intranasal

consc
palsy, with gr
limbs. The SpO,droppe .
ommenced at OL per minute.

OXygen was ¢ ‘ ' e o
- a left hemispheric CVA with right

Clinical assessment of
and right facial nerve palsy, to rule out o

hemiparesis . . AL ut
attack of possible embolic in origin

transient ischaemic
was made.

Interventions done . all
hypoglycemic drugs and replace with sul?cutuncous
soluble insulin 81U 8hourly. Oral anticoagulant
apixaban was also stopped and replaced with tablet
dabigatran 110mg 12hourly. Fluid management was
enhanced with onc litre of normal salinc 8 hourly for 48
hours. Tablet Dexamcthasone was reduced to 2mg bd
and subscquently tailed off. Urinc culture result was
reviewed and IV Ciprolloxacin commenced based on

included to stop oral

sensitivity result.

On day 7 the patient had remarkable clinical
improvement within 24hours, power in right upper and
lower limbs were optimal. The FBG had dropped to
179mg/dl and the SpO, had improved to 93% in room
air. He had temperature spikes and [elt weak. The plan
was to continue soluble insulin and commence
physiotherapy and incentive spirometry.

By day 11, the patient had sustained improvement. He
had remained afebrile for 72hours and his oxygen
saturation has improved to 96% in room air. Other vital
signs were stable. Soluble insulin was stopped and
tablets Metformin/sitagliptin combination at dose of
500/50mg was introduced.

On day 13, the patient still had sustained improvement
b}lt with FBG of 167mg/dl and Sp0O,0f96 -97% inroom
air. Also, he had developed weakness in both lower
l{mbs and was unable to ambulate. Power in the lower
limbs was 2/5 while both upper limbs were 5/5. An

assessment of Guillain Barré syndrome was made.

The pla_n was to intensify physiotherapy and Tablets
Magnesium 200mg

it . daily commenced. A course of
rdv.enou.s Immunoglobulin [g”\’g/day fior figio 1days
was given.

E;t]v(\j/e?p (la}zs 18 2_(), the FBG was on the downward
rom 95 to 65mg/dl. He now ambulated with

Eupport. All diabetic regimens were stopped

Stz{;t;y '25.bthe’ patlent.had o new complaints. He had

! _ambulating without support and his oxygen

saturation wasg 98% in room air. [

3¢ He was discharged the
same day and w as dis g

By 8 weeks ;:);gll-\din ‘}” appointment 1.‘0r1wo wcclfs.

recovered, POWcr‘Wa.N large, .lhc paticnt hz1d fully

could ambulate iy . ‘)PFllnal n both lower limbs and

three monthg and s 10Ut support. I.Ic has been scen at
: Sixmonths and he is sti]] very healthy.
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[NVIZSTIG/\TI()NS

]fllLLBL()()D(‘()UNT 02/07/20 08/07/20
HB (g/dL) 12.3 13.(\‘~ E CHERSMAlL
pPCV (%) 37 A 13.3 (13 17
TOTAL WBC (¢c,mm) 12.2 15 s 40 (37 -50)
NEUTROPHILS (%) 66 78 18.4 (2-7x10"/L)
LYMPHOCYTES (%) 25 20 70 (40 75)
MONOCYTES (%) 06 07 e (20 - 45)
EOSINOPHILS (%) 03 03 82 2 10)
ESR WG (mm/hr) 72 ; (1 10)

66 52 0-7)
SE/U/Cr 02/07/20 08/07/20 17/07/20 NORMAL
e 1o k3 13 (7-23) mg/dl
Ea 31346 141 139 (136 139) mmol/L
s ' 5.8 4.6 (3.5-5.5) mmol/L
ca 98 112 110 (95 110) mmol/L
Crecatiningc 0.8 0.8 0.9 (0.6 1.4)mg/dL
URINEANALYSIS
02/07/20

Macroscopy - amberand cloudy SG 1.010, protcin+,pH 5.0

Microscopy - Epithelial cells +, WBC 6-8/ hpF, Uric acid ++, Debris +, Bacteria

Urine Culture - yielded moderate growth of E. coli sensitive to ciprofloxacin 3+, perflacin 3+,
Erythromycin +, streptomycin 2+, Rocephin 3+. Resistant to scptrin, zinnaccf.

17/07/20

Repeat Urine Culturce yiclded no growth.

ABDOMINO/PELVIC ULTRASOUND showed normal study.

DISCUSSION ' |
In December2019, a novel coronavirus started as an emerging pathogen for humans and resulted in a

pandemic. A novel member of the human RNA coronavirus which is an envelopec}‘belaco.ronavirus, it has
been termed the severe acute respiratory syndrome coronavirus-2 (SARS-CoV-2)™". The illness cgqscd by
SARS-CoV-2 — referred to as human virus discase 2019 (COVID-19) — ranges from asymptomatic illness
to acute respiratory distress syndrome, septic shock, mulu-zrggn dgos é Zn(:;s:,i?g;ii}hmz:?fEZ?SéﬁTﬁ?,Z
symptoms include fever, fatigue, dry cough, dyspnoca and diart -1 nifes s hz

a{sorl))een reported. Profound coagulopathies may man.lfest Wlth 1schem1<;] olr haenll.(zgh;:fg;z jlt(l; o:cec,r[;tail? ?:3;
SARS-CoV-2 virus cncephalitis or picturcs of acutc disscminatcd cncephalomycli ,

>ephalop: ¢ senreported . _ ]
'C]"lllw(;:Il)'le]f)i)orrl)‘grheysel:l\;elz;Ccnals(f;pof a seventyfour-year old man who was p(;@vnously reatlthi/r :;\tiq ];i(: r;(/)h?:h
idi : " govere ia and was responding poorly to :
e didgmoses, 05 > D o b ded with the peak of the COVID-19 pandemic

T se o , I .oinci i :

nosessiin d e etEme L e o ddmlbbl;ge‘dr(::?éOV]D-l9 infection as the likely aetiology for the
. ) G

(June 2020) and accounted for the reason Wwe CcO

i i -~ started rising necessitating introduction of oral
1é / s into admission, his blood glucosc startc : )
E;;gg]l(})'z;txﬁcfcz\:g:sis 1Irt1 has been documented that acutelyllil(:lrpiitclteor;'css bg;fcfsgo gcnous e
! fection ofter ont it crolycacmia e amon‘go' entation of patients with novel
_ present with ypers reliminary reports of clinical presen e e
%l(‘;c\(/)comcoid hypcrs;c;/ctl(;ltlh. ,l:,]hgd hyperglycaemia“.Transienthyperglycaemla had also p
‘'OVID-19 infection, o of the

i 3 sed by the coronavirus which is
i s gyndromc) In 2003, causc aen i
in paticnts with SARS (Scvere Acutc Respiratory Y 2" In addition, the enzyme dipeptidyl peptidase 4
closely related to the cause of CC

HVID-19, SARS-CoV- lays arole in the glucose
(DPP-4), which physiologically is implicat

“Ctdl)()ll m i . C e CT1( nQ ”l ‘agon- Ik d - )
an 1S IC ]’() 1 y t n flnCICtlI‘l.s SLI(,h as 5 u Cc pC l
su HC. th > T (.,de]]’ll

. fonts Wi *OVID-19 may result via such
; atients with CcO
a seen 1N pd
- 1011
analogous mcchanisms o
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This needs to be further investigated. As seen
above. in the management of this patient, response
to oral hypoglycemic agents was poor. but the
paticnt's responsce 1o soluble insulin was better
supporting the work done by Hamdy ct al that
msulin therapy should be the treatment of choice for
critically ill patients with COVID-19"". The main
aim of a safe and cffective regimen should be to
reduce contact frequency. reduce glucose
variability, minimize risk of hyperglycacmia and
improve glycaemic control'”. Inpatient
hyperglycaemia during the pandemic has been
associated with worse outcomes, so it is mandatory
to implement effective glycaemic control
treatment’ ™. The American Diabetes Association
(ADA) proposes a range of 140 — 180 mg/dl (7.8 —
10.0 mmol/L) as a target level for the majority of
non-critically ill patients"".

Our patient had neurological deficits that presented
as right-sided weakness, slurred speech and right
facial nerve palsy, and lasted less than twenty-four
hours. It has been documented that characteristic
cytokine storm incites severe metabolic changes
and multiple organ failure”. This in turn, manifest
with profound coagulopathies with ischaemic or
haemorrhagic stroke. Rarcly, SARS-CoV-2 virus
encephalitis or pictures like acute disseminated or
acutc nccrotizing cnccphalopathy have been
reported . Our patient had an ischacmic stoke or,
possibly, a transient ischaemic attack which
occurred in the second week of presentation. It is
also noteworthy that our patient did not have a
vascular risk factor. This agrees with the work
reported by Ahmadi et al' in which more than half
of the patients did not have cardiovascular risk
factors. He was quickly revived with fluid
management using normal saline, antiplatelet drug
and anticoagulant therapy. Initially he was started
on subcutancous injcction of cnoxaparin 40mg
daily. Later apixaban was added with subsequent
withdrawal of enoxaparin. In spite of the
anticoagulation he developed a right sided
weakness and scventh facial nerve weakness which
was probably a thrombocmbolic event. We had (o
stop the apixaban and replace with dabigatran
110mg twice daily. The reason for stopping the
apixaban was just duc to lack of cnough expericnec
in the usc of apixaban as many of our paticnts have
been on dabigatran.

Dabicatran is a member of the Direct Thrombiy,
Inhibitors (DTIs), a group of
anticoagulants used in the management of venous
lI1|‘<)|11l):)c|11lmlism (VTE). It ls zl{d_mlmslcrcd orally
and requires little orno monitoring . ' .

About the time we were contemplating discharging
the patient, he developed sudden paraparcsis of the
lower limbs. Clinical review following necurological
consultation suggested Guillain Barr¢ syndrome
(GBS). This syndromc is an inflammatory
polyneuropathy associated with many viral infections
including COVID-19 infection and post-infectious,
immune-mediated inflammatory processes have been
held responsible™. Recently, there have been case
reports describing the association between COVID-
19 and GBS but a lot remains unknown about the
strength of this association and the features of GBS in
this sctting”. Thc mean age of paticnts presenting
with GBS in COVID-19 was 59 ycars, with malcs
presenting at a mean age of 65 years. The mean time
from COVID-19 symptoms to symptoms of GBS was
eleven days". Our patient was 74 years and presented
with features of GBS about the 13" day of admission.
Electrophysiological assessment and/or
cerebrospinal fluid examination are needed to
confirm the diagnosis of Guillain Barre syndrome,
but given the clinical condition of the patient,
available resources and safety of the managing team,
wedid not do all these. Our patient had a single course
of intravenous immunoglobulin with subsequent
improvement in symptoms and, finally, had
significant clinical improvement after 8 weeks. This
is in line with many other documented cases of GBS
in COVID-19 infection"™. Barefoot medicine still has
a greal role in the management of patients when
sophisticated cquipment is not availablc or cannot be
employed when the safety of the managing tcam
cannot be guarantced. We should not be left
lTHn‘d.lL"appcd but resort to clinical judgments when
facilities or other circumstances limit us from pinning
down the diagnosis.

novel oral

1 54)
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