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Abstract
Objective: We aim to describe our experience in terms of clinical and laboratory attributes in children with
Multi – inflammatory syndrome in children temporally related to COVID-19 (MISC) presenting amidst
other prevalent tropical infections.

Design: Prospective case series.

Setting: A tertiary care hospital pediatric intensive care unit (PICU).

Patients: Seventeen children with severe MIS-C managed in PICU.

Methods: We did a prospective case series of children (aged ≤ 12 years), admitted to PICU between

May 1, 2020 and January 31, 2021, fulfilling the case definition of MIS-C published by World Health
Organization (WHO) or Centers for Disease Control and Prevention (CDC). We analysed routinely collected
demographic, clinical, laboratory data and echocardiographic findings. We also plotted the variation in
trends between survivors and nonsurvivors.

Results: 17 critically ill children with no previous comorbidities fulfilled the WHO/CDC classification of
MIS-C. Median age at admission was 4 years (range 1y 6 mo-8 years). Fever, rash and conjunctival
redness were most prominent symptoms. Myocardial involvement was seen in 70.5% while 76.4%
developed shock; Invasive mechanical ventilation was required in 64.7% cases. Inflammation markers
were highly raised - median C- reactive protein (mg/L) showed serial reduction in levels - from
(median/IQR) 210 (132.6, 246.9) at admission to PICU to 52.3 (42, 120) on Day 3. Median Ferritin (ng/ml)
(n=12) was 690 (203, 1324), serum LDH (IU/L) (n=12) was 505 (229.5, 1032) and Mean D-dimer (ng/ml)
(n=7) was 5093.85 (1991.65), suggestive of hyperinflammatory syndrome. Although neutrophilia was
seen in 16 patients [Mean (SD) - 14,952.9/μl (7175.2)], lymphopenia was uncommon and seen in only
4/17, median (IQR) [3000/μl (2245, 4508)]. 12 patients received intravenous immune globulin, with
adjunctive steroid therapy used in two third of the cases. Six patients expired.

Conclusions: With our case series we wish to highlight the pattern of clinical and laboratory features in a
cohort of severe MISC who were positive for SARSCOV2 antibody. We suggest refining the spectra of
phenotypes of MIS-C for tropical countries keeping other exanthematous infections that present with
fulminant myocarditis and refractory shock in perspective.

Introduction
The severe acute respiratory syndrome coronavirus-2 (SARS-CoV-2) pandemic has posed as a challenge
to public health globally ever since it first emerged in Wuhan, China in December 2019. The virus was
initially described to cause mild to asymptomatic infections in the pediatric age group except in children
with underlying co – morbidities. However, from April 2020 onwards, several case series emerged about a
mysterious hyperinflammatory syndrome akin to Kawasaki disease, Toxic Shock Syndrome and
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Macrophage Activation syndrome from UK1–3, Italy4, USA5,6, France7 and India8. The affected children
had evidence of previous exposure to COVID 19 infection (3–6 weeks back), were premorbidly healthy, of
school age to adolescents and presented with fever and predominant gastrointestinal symptoms. These
reports prompted societies and public health agencies such as RCPCH (Royal College of Paediatrics and
Child Health)9, WHO10 and CDC11 to issue worldwide alerts and surveillance definitions in order to
facilitate early detection and management of this post – infectious multi – inflammatory syndrome.
These criteria focussed on the early detection of the inflammatory cascade leading to multi -organ failure.
However, in tropical countries, in settings where certain rapid diagnostics may not be immediately
available – these definitions may be inclusionary of several exanthematous infections with multi organ
dysfunction often encountered in these regions.

While the epidemiology of this entity is still evolving, studies till date collectively report 68% of MIS
patients require Intensive care unit admissions, 31% require ventilation, 4% need salvage therapy as
ECMO and a mortality rate of 1.5%2–5,12. To, the best of our knowledge, data from Asian countries on this
aspect is still scarce8,13−15. We present here, our case series of 17 critically ill children with severe MISC,
all of whom were seropositive for SARSCOV 2 Antibodies. Due to the public health emergency and severe
shortage of beds, several ICUs were designated as COVID ICUs. As our ICU was a non-COVID facility, we
referred all SARSCOV 2 RTPCR positive cases to COVID designated hospitals and our cohort comprises of
severe seropositive MISC only. We describe the clinical, laboratory data and echocardiographic findings
and plot the variation in longitudinal trends over first 48 hours among survivors and nonsurvivors.

Methods
Our PICU is a 12 -bedded unit of a tertiary care children’s hospital in Eastern part of New Delhi, the capital
of India. All children with Kawasaki like or Dengue like illness or suspected MIS-C, that required intensive
care unit admission were evaluated based on the MIS-C diagnostic algorithm currently being followed in
our PICU (Flowchart 1). We prospectively collected data of children (aged ≤ 12 years), admitted to PICU
between May 1, 2020 and January 31, 2021, fulfilling the case definition of MIS-C published by World
Health Organization (WHO) or Centre for Disease Control (CDC)10,11.

Case definitions:
Kawasaki Disease Criteria:

Fever for 5 days with ˃ 4 of the following 5 typical features define classic KD: (i) conjunctival injection, (ii)
rash, (iii) erythema and edema of the hands and feet, (iv) cervical lymphadenopathy, and (v) oral mucosal
changes. The diagnosis of incomplete KD includes fever with 2–3 of the typical features16.

Toxic Shock Syndrome (TSS): Staphylococcal versus Streptococcal Toxic shock syndrome, with diffuse
erythroderma, Hypotension, involvement of two or more organ systems, positive cultures17.
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Differential diagnosis with other exanthematous viral infections, clinically was made as shown in
flowchart 1.

Acute myocarditis was defined with any of the following- elevated troponin, ST segment elevation or
depression on electrocardiogram, low voltage complexes, Gallop rhythm on auscultation with evidence of
congestive heart failure12 or abnormal echocardiography.

Coronary dilatation was considered if coronary artery z-score between 2.0 and 2.5 and aneurysms in z
score above 2.5.

Shock was defined as tachycardia for age, with arterial systemic hypotension, cold extremity, decrease
peripheral pulse, capillary refill time > 3 s, oliguria or arterial blood lactate > 2 mmol/L18.

Pediatric ARDS was defined by using Oxygenation Index19 and P/F ratio. Oxygenation Index (OI) was
calculated: OI = (Mean Airway Pressure× FiO2×100)/PaO2.

P/F ratio was defined as ratio of partial pressure of oxygen in arterial blood to fraction of inspired oxygen
(PaO2/FiO2). OI and P/F ratio were calculated using arterial blood gas reports.

Vasotrope Inotrope Score (VIS) was calculated as described by Wernovsky20.Wernovsky Inotrope score
(IS) = Dopamine dose (µg/kg/min) + Dobutamine dose (µg/kg/min) + 100 × epinephrine dose
(µg/kg/min).

Vasoactive-inotropic Score (VIS)20 = Inotrope Score + 10 X Milrinone dose (µg/kg/min) + 10,000 ×
Vasopressin dose (U/kg/min) + 100 × Norepinephrine dose (µg/kg/min).

Statistical Analyses
Results are reported as numbers and proportions for categorical data and as medians and IQRs /Mean
and Standard Deviation for continuous data. Data collection were done in Microsoft Excel 2010 and
analysed using Stata 13. Longitudinal data over first 48 hours among survivors and non-survivors were
plotted on line graphs using mean (SD) or median (IQR).

 

Between 1st May, 2020 and 31st January, 2021, 365 patients were admitted to the PICU, out of which ,34
patients were referred with clinical suspicion of MISC. Seventeen cases met criteria for MIS-C as per
WHO/CDC Classification of which six patients expired (see Flowchart 2). Majority of MIS-C patients were
males (64.7%). All our patients were SARSCOV 2 antibody positive and SARSCOV2 RT PCR negative. The
clinical and demographic variables are shown in Table 1. The median age of the children was 4 years
(range between 1 year 6 months to 8 years). All patients were previously healthy with no previous co-
morbidity. The median duration of symptoms were 7 days (IQR 6, 10). The most common symptom was
high grade fever present in all 17 cases followed by rash and conjunctival redness present in 12 (70.6%)
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cases each. Gastrointestinal symptoms such as diarrhoea and vomiting were present in 8 (47%) cases
whereas abdominal pain was present in 7 (41.1%) cases. Among those patients with shock at anytime
during PICU stay (n = 13), majority − 9 children (69.2%) were Kawasaki Disease (KD) phenotype. These 9
children did not meet criteria for classical KD.
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Table 1
Patient characteristics:

Clinical and demographic variables (n = 17) Median (IQR)/ Percentage

Age (years) 4 (1.6, 8)

Sex

Male (%)

Female (%)

11 (64.7)

6 (35.3)

Symptoms –

Duration (days)

Fever (%)

Rash (%)

Conjunctival redness (%)

Diarrhea/Vomiting (%)

Abdominal pain (%)

Cough (%)

Lymph node enlargement (%)

7 (6,10)

17 (100)

12 (70.6)

12 (70.6)

8 (47)

7 (41.1)

1 (5.8)

4 (23.5)

PIM 3, Median (IQR) 15.6(2.5, 32.4)

PELOD 2

Probability

6.8 (3.8)

0.9 (0.9, 8.5)

Mechanical ventilation - Invasive (%)

Noninvasive ventilation (%)

11(64.7)

6(35.3)

Shock

Number of Vasopressors/Inotropes

13 (76.4)

2 (1,3)
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Clinical and demographic variables (n = 17) Median (IQR)/ Percentage

Associated organ dysfunction

Myocardial involvement

Acute Kidney Injury

Encephalopathy

Acute respiratory distress syndrome

Acute liver failure

Seizures

Disseminated Intravascular Coagulation

12 (70.5)

10 (58.8)

9 (52.9)

5 (29.4)

2 (11.7)

3 (17.6)

5 (29.4)

Number of patients with more than 2 organ dysfunction 9(52.9)

Treatment

Antibiotics

Intravenous immunoglobulin

Steroids

IL – 6 inhibitors (Tocilizumab)

Aspirin

17 (100)

10 (58.2)

12 (70.6)

2 (11.7)

5 (29.4)

Lab markers (see Table 2):
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Table 2
Lab characteristics

Variables, n = 17 Mean (SD)/ Median (IQR)

SARSCOV 2 RT PCR positive

SARSCOV 2 Antibody positive

0

17 ( 100%)

pH

At admission

6 hrs

12 hrs

24 hrs

7.33 (0.16)

7.36 (0.07)

7.28 (0.13)

7.32 (0.12)

Highest lactate (mmol/L) 3.3 (1.4, 7.2)

Hgb (gm/dl)

At admission

24 hrs

9.4 (1.7)

8.9 (1.3)

Total leukocyte count (/cu.mm)

At admission

Day 1

Day 2

Day 3

14, 952.9 (7175.2)

14, 623.5 (6061.8)

13, 888.2 (4164.2)

14, 961.5 (6197.3)

Absolute Neutrophil count (/cu.mm)

At admission

Day 1

Day 2

Day 3

10,534.1(5956.07)

8952.6(4020.3)

8015.4(3054.5)

9271.6(5022.02)

Absolute Lymphocyte counts (/cu.mm)

At admission

Day 1

Day 2

Day 3

3000(2245, 4508)

3492(1848, 4644)

2989(2100, 3996)

3636(2600, 6300)
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Variables, n = 17 Mean (SD)/ Median (IQR)

Neutrophil/Lymphocyte ratio

At admission

Day 1

Day 2

Day 3

3.26 (2.2, 4.05)

2.99 (1.65, 3.57)

1.87 (1.55, 3.21)

2.3 (1.17, 4.55)

Platelets (/microL)

Thrombocytopenia (%)

At admission

Day 1

Day 2

Day 3

11(64.7)

1,60,000 (52,000, 2,95,000)

1,20,000 (86,000, 2,62,000)

1,50,000 (1,00,000, 2,64,000)

1,37,000 (1,00,000, 2,00,000)

Neutrophilia at admission and then at 48 hours of PICU entry was seen in (12/17, 70.5%) and (8/17,
47.05%) respectively. Only 4 (23.5%) patients had lymphopenia at admission. Neutrophil to lymphocyte
ratio (NLR) was more than 5 in (4/17, 23.2%) children with MIS-C. Plotting the trends of laboratory
investigations within the first 48 hours of admission among survivors and nonsurvivors (Fig. 1a-c)
depicted, higher median LDH [488.5(349.38, 627.61) vs 6670(4316.4, 17656.81)]IU/L, median creatinine
[0.65 (0.41, 0.89) vs 0.93(0.24, 1.62)]mg/dl, median AST [95.8(14.2, 177.5) vs 2476.16(232.5,
5184.8)]IU/L in nonsurvivors. Children who presented with myocardial dysfunction had higher median
Ferritin (ng/ml) [1506.24(230.8, 3243) vs 348.5(176.06)], median CRP (mg/L) [217.6(128.1, 307.1) vs
137.84(378, 237.8)] and median LDH (IU) [1152.2(441.5, 2745.1) vs 806.3(47, 1565.6)] (see Fig. 2). In
terms of inflammatory markers (see Table 4), median C- reactive protein (mg/L) showed serial reduction
in levels - at admission [median/IQR) was 210 (132.6, 246.9) ] whereas at Day 3, it dropped to 52.3 (42,
120). Procalcitonin (ng/ml) level (median/IQR) at admission to PICU was 6.35 (0.77, 50.02). Other
investigations demonstrated, Ferritin at admission (n = 12), (Median, IQR) was 690 (203, 1324), LDH at
admission and 48 hours (n = 12) (Median, IQR) was 505 (229.5, 1032) and 1391 (525, 15000)
respectively. Despite a mean D- dimer (ng/ml) (n = 7), 5093.85 (1991.65) only 5 patients were prescribed
Aspirin and none were given anticoagulants, due to high rates of DIC and active mucosal and
gastrointestinal bleeding.

Shock characteristics (see Table 3):
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Table 3
Shock characteristics

Shock variables, n = 13. Median (IQR)/ Percentage

Kawasaki disease phenotype 9(69.2)

Toxic shock syndrome phenotype 1(7.6)

Fluid bolus administered 12(92.3)

VIS

1 hr of PICU admission

6 hrs of PICU admission

12 hrs of PICU admission

24 hrs of PICU admission

48 hrs of PICU admission

23.7(7.06, 39.09)

55.38(20.59, 90.17)

70.88 (31.7, 110.02)

83.34 (36.92, 129.76)

103.73(32.4, 126.19)

Initial vasopressor at shock onset Adrenaline – 6(46)

Dobutamine – 3(23)

Noradrenaline – 4(30.7)

Lactate (mmol/L) > 2 7(53.8)

Tachyarrhythmias 8 (61.53)

VIS: Vasotrope Inotrope Score.
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Table 4
Inflammatory markers

Variables Mean (SD)/Median (IQR)

C- reactive protein (mg/L) (n = 17)

At admission

24 hrs

48 hrs

72 hrs

210 (132.6, 246.9)

69 (28, 108.7)

39.3(20.8, 79)

52.3 (42, 120)

Albumin (mg/dl) (n = 17)

Hypoalbuminemia (%)

At admission

24 hrs

48 hrs

12 (70.6)

2.66 (0.69)

2.54 (0.63)

2.73 (0.37)

Pro – calcitonin at admission (ng/ml) (n = 8) 6.35 (0.77, 50.02)

Ferritin (ng/ml)( n = 12) 690 (203, 1324)

LDH (IU) (n = 12)

At admission

24 hrs

48 hrs

505 (229.5, 1032)

533 (462, 3460)

1391 (525, 15000)

Triglycerides (mg/dl) (n = 5) 153 (142, 189)

Fibrinogen (mg/dl) (n = 7) 227 (148, 370)

D- dimer (ng/ml) (n = 7) 5093.85 (1991.65)

INR (n = 10) 1.07 (1.01, 1.9)

IL -6 (pg/ml) (n = 5) 48.4 (30.8, 87.04)

Troponin I (ng/ml) (n = 8) 0.11 (0.03, 0.35)

13 patients developed shock, median (IQR) number of vasopressors used were 2(1,3). 53.8% of these
shock patients had lactate > 2 mmol/L. 12 patients received fluid boluses, the most common vasopressor
used was Adrenaline. Despite rapid escalation of care, median (IQR) VIS progressively increased from 1
hour to 48 hours of PICU admission.

Organ dysfunction:
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Myocardial dysfunction was most frequently encountered (12/17, 70.5%), followed by acute kidney injury
(10/17, 58.8%) and encephalopathy (9/17, 52.9%). Acute respiratory distress syndrome was seen in only
5 (29.4%) cases. 6 (35.3%) cases required noninvasive ventilation whereas invasive mechanical
ventilation was required in 11(64.7%) cases due to respiratory failure. Tachyarrhythmias were seen in
8/17 cases – most common being narrow complex tachycardia, diffuse ST segment changes (ST
elevation/depression) followed by low voltage complexes in all leads. Median Troponin I (ng/ml) in
patients with cardiac dysfunction (n = 8) was 0.11 (0.03, 0.35). Echocardiogram was performed in 8
patients with myocardial dysfunction, after stabilisation of acute state – mean ejection fraction was
62.25 % (8.13) and only 1 patient had ejection fraction less than 50%. Median Z scores (n = 6) of Left
Anterior Descending artery, Right Coronary artery and Left Coronary artery were as – 2.45 (1, 5.3), 2.69
(0.74, 7.82) and 2.32 (1, 4.4) respectively. Two patients were reported to have left anterior descending
coronary artery aneurysms, and 2 children had right coronary artery aneurysm (z score 2.5 or greater).

Treatment:

13 patients were on vasopressors for shock. 10 (58.2%) patients of MIS-C were administered Intravenous
Immunoglobulin (IvIg) whereas steroids (intravenous/oral) was given in 12 cases (70.5%). Aspirin was
prescribed in 5 children (29.4%), while only 2 patients received IL – 6 inhibitor (Tocilizumab) [received 2
doses] and both survived.

Discussion
Here, we elaborate the clinical and laboratory attributes of 17 cases of severe MIS-C, fulfilling WHO/CDC
criteria, requiring PICU admission, with no other cause identified as possible etiology. Our findings point
towards a heterogenous clinical and laboratory spectrum of this post – infectious hyperinflammatory
state.

Most series have reported involvement of older age group (above 6 years)2,3,4,5,21 in MIS-C as compared
to children with Kawasaki Disease (less than 5 years of age)16, however, in our case series median age
was 4 years (1 y 6 months, 8 years). Proportion of children less than 5 years admitted with MISC
comprised 59% of cases (Fig. 3). Dhanalakshmi et al. in a similar case series from Chennai, India
reported a median age of 6 years in children diagnosed with PIMS -TS22.

Majority of patients in our case- series, fulfilled criteria for incomplete KD with shock with multi – organ
dysfunction. Clinical manifestations having an overlap with several tropical infections prevalent at the
time such as fever with exanthems like presentation led to exclusion of half of referred cases of MISC
(Flowchart 2) (Fig. 4a-c). The commonly encountered infectious pathogens that are endemic to our region
such as Dengue fever, Chikungunya fever, Leptospirosis, Complicated malaria, Typhoid fever and Scrub
Typhus may often fulfil the diagnostic criteria set by WHO/CDC leading to significant confusion and
overdiagnosis. Hence in the absence of any cutoffs of inflammatory markers to define cytokine release
syndrome in children – presence of shock (cardiogenic/ vasoplegic)1,3,4 with high inflammatory markers
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(eg. CRP, PCT, Ferritin, ESR, Triglycerides, cytokine levels such as IL -1, IL – 6) AND evidence of previous
COVID infection or contact with COVID case should point towards MISC. Although larger studies are
warranted, the phenotypes described in Western data 2,23 may need to be conformed based on
symptomatology and epidemiology of infections encountered in the Asian countries.

Ahmed et al. in their meta- analyses of 39 studies reported commonest symptoms as fever (n = 662,
100%), abdominal pain/diarrhea (n = 488, 73.7%), and vomiting (n = 452, 68.3%) and a lower frequency of
conjunctivitis (n = 343, 51.8%) and rash (n = 372, 56. 2%)24. In our series, GI symptoms were present in
47% cases whereas rash or nonpurulent conjunctival congestion in 70.6% of cases (Table 2). Mamishi et
al. from Iran reported a similar proportion of symptoms among their cohort (45 children with MIS-C) with
fever being the commonest symptom, and equal frequency of children presenting with abdominal pain,
rash and conjunctivitis (51%)25. Higher proportion of patients with mucocutaneous findings as compared
to gastro – intestinal symptoms was also reported by Dhanalakshmi et al. in 19 Indian children with MIS-
C22.

In terms of acute phase reactants, Neutrophilia and high CRP levels were seen 70.6% of our cases,
however, lymphopenia was not very common [only 4/17]. White blood cell counts were increased
[14,952.9/µl (7175.2)] at admission, median lymphocyte counts were much higher [3000/µl (2245, 4508)]
than reported by Hoste et al. in their systematic review of 68 records − (831.5/µl [510–1157.5]26. We
observed higher levels of CRP, Ferritin and LDH at admission in those patients who presented with
myocardial dysfunction or with shock versus those without these organ dysfunction (Fig. 4). Though this
case series was not sufficiently powered to test significance, similar conclusion was drawn by Adams et
al in their retrospective analysis of 1080 patients27.

Antibody dependent Enhancement as a consequence of existing SARS-CoV-2-specific antibodies in MIS-C
patients promotes viral entry into immune cells and activation of pro-inflammatory cytokines such as
TNF and IL-6. This appears to be the most prominent mechanism of immune injury in these patients28,29.
Hence, immunomodulation and specific cytokine blockade appears to hold promise. We performed IL -6
levels on 5 patients with fulminant myocarditis and refractory shock - median (IQR) 48.41 (pg/ml) (30.8,
87.04). It was done in those patients who did not improve on first line management as outlined in
Flowchart 1. IL -6 levels were not repeated after first level and CRP was used to monitor degree of hyper
inflammation. We used biologics such as Tocilizumab (8 mg/kg) in two of these children, both survived.
One patient (aged 4 years) showed a rapidly declining trend of CRP from 337 mg/L to 61.8 mg/L at 72
hours with a concurrent rise in platelet counts from 52,000/cu.mm to 2,38,000/cu.mm. In the second
patient (aged 11 years) with features of fulminant myocarditis – gallop rhythm, persistent ST segment
depression, cardiomegaly in chest xray, high oxygenation index (> 15) at presentation though
inflammatory markers did not decrease, lymphocyte count improved from 1320/cu.mm to 3696/cu.mm
at 72 hours – this patient however, presented with fungal balanitis on follow up at 1 month of discharge.
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The mortality in children with COVID infection has been observed to be 0.09%30, while in those with MIS-C
it ranges between 1.7–11%2, 24,26,31. Whittaker et al. reported in their study of 58 children, 29 (50%)
patients required intensive care unit admission, mechanical ventilation required in 43% and 1 patient
expired2. As the mortality of every cohort varies with population characteristics, associated co –
infections and resource availability - we believe our mortality proportion represents the cohort of seriously
ill MISC, compounded by effects of late presentations to health facility [PIM 3 (Median/IQR) 15.6(2.5,
32.4)], mechanical ventilation required in 64.7 % cases, failure of more than two organ systems in 9
(52.9%) children during PICU stay, shock present in 76.4% cases {median (IQR) number of
vasopressors/inotropes [ 2(1,3) ]} and lack of ECMO services.

Limitations

We had several limitations, due to transport restrictions imposed during extended periods of lockdown
and several hospitals being converted into COVID facilities, many more children presented to us late in
disease, thus leading to higher mortality rate in our series. Many cases of cardiogenic shock could not
benefit from extracorporeal therapies due to lack of availability of this facility.

Conclusions
With our case series we wish to highlight the pattern of clinical and laboratory features in a cohort of
MISC – seropositive for SARSCOV2 antibody. We suggest refining the spectra of phenotypes of MIS-C for
tropical countries keeping other exanthematous infections that present with fulminant myocarditis and
refractory shock in perspective. We describe our experience with use of Tocilizumab in two children both
of whom survived. It’s benefit and early use as a rescue therapy in averting the need for ECMO needs
larger studies.
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COVID 19 – Coronavirus disease of 2019.

MISC – Multi -inflammatory syndrome in Children

SARSCOV 2 - Severe acute respiratory syndrome coronavirus 2

WHO – World Health Organization
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Figure 1

a,b,c,d,e,f trends of pH, PF ratio, AST, ALT, LDH and serum creatinine in survivors versus nonsurvivors.
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Figure 2

a,b: Difference in inflammatory markers in those with or without myocardial dysfunction/Those with or
without shock

Figure 3
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(Caption in figure)

Figure 4

a,b,c: Petechial, maculopapular, generalised rash – varying phenotype of rashes in three patients with
severe MIS-C , a and b (nonsurvivors), c (survivor).
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Figure 5

Flowchart 1: Proposed flowchart as diagnostic and management algorithm followed in Chacha Nehru Bal
Chikitsalaya as a management protocol for MISC – at entry to Emergency/ PICU.



Page 22/22

Figure 6

Flowchart 2: Elaboration of cases included and causes of exclusion from final analysis.


