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ABSTRACT: In reality, numerous research works have begun to report the metabolic 

function of COVID-19 shifts. Characteristically characterised are I decline in low-density 

(LDL-c) and high-density (HDL-c) cholesterol lipoproteins, (later proportionate with the 

gravity of the symptoms), and (ii) a mild rise in the populating T-assistance cell populations 

(CD3+T, CD4+T) and (iii) CD8+T lymphopenia. Further, in seriously ill patients the overall 

counts of White Blood Cells (WBC) is considerably higher, with a macrophage activation 

syndrome that was supported by the existence of the bronchoalveolar monocyte recruitment 

chemokines. 
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BACKGROUND 

Statistics suggest that a good number of COVID-19 patients survive and only a small 

percentage of them die. The major role of the immune system in deciding the destiny of 

COVID‐19 patients were recorded through research. The major caus of mortality in patients 

with COVID‐19.1 Inflammatory cytokine (MCI-10, IL-6, IL-8), G‐CSF and GM‐CSF (colony 

stimulating factors) as well as inflammatory chemical compounds (GCP-1, IP10, MIP1α) and 

their destructive function in inflammatory monocytes and macrophages, the findings have 

shown that destructive and extreme inflammation are the leading causes of death 1–4. The two 

major causes of extreme COVID‐19.1 are Acute Respiratory Distress Syndrome (ARDS) and 

Cytokine storma Recently, Liao etal. with single-cell RNA sequence, researched and found 

very important results of bronchoalveolar lavage fluid. For patients suffering from serious 

diseases the analysis showed that alveolar macrophages resident in the lung tissue were 

eliminated but that the lungs were accumulated with monocyte inflammatory macrophages. 

Inflammatory macrophages predisposing recruitment of other inflammatory cells to lung tissue 

and the growth of ARDS, through the use of various chemokines and cytokines. Curcumin is 

an active component of the rhizome of the turmeric turmeric Curcuma longa with the chemical 

name Diffuloylmethane and the chemical formula C21H20O6.5 Curcumin, which makes up 

about 2 percent to around 8 percent turmeric compounds, is a key element in the yellow and 

golden colour of turmeric 5–7. The structural part of curcumin, made up of two chromophore 

aryl buten-2 (feruloyl), followed by a group of methylene in 1910, was introduced as 

diffuloylmethane.6 Curcumin was a lipophilic fluorescent molecule with phenolic groups and 

double bonds conjugation. It is of poor toxicity, but has a wide spectrum of pharmacological 

substances. Additional acts for turmeric have been reported: reduced lipid blood, protected 

liver, liposygenase inhibitory, inhibited cyclooxygenase, proteases inhibited, free radicals 

removed, lipid peroxidation blocked, plateles aggregation reduced, digestion improved by bile 

flow increased and cytokines and other inflammatory components altered. Many chronic 

conditions have found to be caused by a desequilibrium of inflammatory reactions. Recent 
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scientific evidence indicates that turmeric is highly anti-inflammatory, particularly curcumin. 

Thus, turmeric and curcumin are used to cure multiple inflammatory diseases. It is no wonder. 

 

COVID 19 AND INFECTIONS 

 

COVID-19 has resulted in more than 39 million contaminated infections and 1 million deaths 

worldwide since first recorded in the Chinese town of Wuhan in December 2019, the extreme 

acute respiratory syndrome develops SARS-CoV-2. The disease can dramatically progress 

from fever, toxin, shortness of the breath and smell and taste alterations to acute air distress, 

septic shock, multi-organ insufficiency and blood clots 8–10. The lipidoma of the infected cells 

is considered to be remodelled with SARS-CoV and MERS-CoV. This study letter is therefore 

intended to provide and address details about reported differences in lipid metabolites in 

COVID-19 patients. Curcumin is an essential component in turmeric, also used in herbal 

medicine as a painkiller. It has broad biological qualities including anti-inflammatory and 

antioxidant function. The beta-coronavirus SARS‐CoV‐2 causes extreme pneumonitis. 

Inflammasomas are one of the key components of innate immunity, exacerbating inflammation 

by increasing the development of IL‐1β and IL‐18. Studies on viral infections revealed 

overactivity and therefore destructive and systemic inflammation in patients. Inflammasome 

was detected. Inflammasome NLRP3 has been shown to play a vital part in infectious disease 

pathogenesis. The distribution of SARS‐CoV‐2 in a number of cells can be associated with 

multiple findings that the inflammasome triggering by other coronaviruses is direct or indirect. 

Inflammasoma activation is likely to lead to cytokine storm development. In addition, the 

cardiovascular risk factor is known to be antiphospholipid (aPL) antibodies. Both target platelet 

membrane phospholipids are discharges by WBC (i.e. plasma B cells), resulting in the 

development of abnormal clots in the veins and/or arteries (thrombosis) (phlebitis). Therefore, 

in positive subjects with SARS-CoV-2 anticardiolipin antibodies (aCL IgG) profile (>15 

U/mL) were found to be consistent with severe (e.g., breathing) disease although the previous 

reported history of thrombosis did not appear in those patients. ACL IgG may be a risk marker 

for COVID 19 patients, the reviewer concluded 11–16. This form of ACE2 receptor can be 

located in cholesterol and sphingomyelin-rich lipid arrays. Researchers recently discovered that 

the binding field of the receptor directly binds to linoeic acid, a fatty acid noted for its pro-

inflammatory activities. This is a feature that other SARS-CoVs and MERS-CoVs share. This 

must also be more unravelled on its biological relevance. It has been interesting to note that a 

variety of inquiries have found that COVID-19 patients have previously presented 

complications such as type 2 diabetes mellitus, hypertension and cardiovascular (CVD) 

diseases[2,4]. In addition, PLA research shows a near correlation between the seriousness of 

COVID-19 and the circulating fluids: a mixture of higher levels of atherogenic diglycerides 

and triglycerides, alterations in the PI signalling mechanism with lower levels of 

phosphatidylcholines[8] and sphingosine-1-phosphates (S1P). It is worth noting that patients 

reported decreased levels of PI and PC in erythrocytes following heart failure before the SARS-

CoV-2 pandemic. S1P is also transported by HDL in plasma and can also be involved in 

shielding the lipoprotein against CVD 17–21. 

 

Coronavirus 2019 (COVID-19) is an infectious disease with extreme coronavirus 2 acute 

respiratory syndrome, which has progressed to a pandemic. C5a and its C5aR1 receptor (also 

identified under CD88) play a significant part in inducing and sustaining multiple inflammatory 

reactions through the mobilisation and stimulation of neutrophils and monocytes 22–25. This 

includes longitudinal analysis for immune reactions including phenotypic immune cell 

monitoring and analyses of the soluble factors involved at the different levels of the COVID-

19 seriousness of patients, including paucisymptomas and pneumonia and acute respiratory 
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distress syndrome, in the blood and bronchoalveolar lavage fluid. Soluble C5a levels were 

increased according to COVID-19 gravity and C5aR1 receptor high expression levels were 

observed in blood and pulmonary myeloid cell, which supports the role of the C5a–C5aR1 axis 

in acute respiratory distress syndrome pathophysiology. The C5a-medicated recruiting and 

recruitment of human myeloid cells and inhibiting acute lung damage in micro-humans C5aR1 

has been repaired by therapeutic monoclonal antibodies. These findings indicate that the C5a–

C5aR1 axis blockade may be used to reduce myeloid cell penetration into compromised organs 

and avoid unnecessary pulmonary inflammation and endothelialitis related to acute respiratory 

distress in COVID-19 sufferers 26–28. 

 

DISCUSSION 

 

A conflict between human beings and SARS-CoV-2 viruses is taking place in global nations. 

Phylogenetic inspection of the entire virus showed that the newness of the virus is most similar 

to a SARS-like community (genus Betacoronavirus, subgenus Sarbecovirus). SARS-CoV-2 

patients had a range of health incidents including fever, cough, myalgia or fatigue, dyspnea, 

even the symptom of acute respiratory arrest, acute heart attack, and secondary infection and a 

substantial number of critical patients were admitted to the intensive care centre (ICU) 3,6,8,29. 

In addition to positive viral nuclear acid and representative pulmonary CT results, most single 

patients reported increases in neutrophil counts (NC), D-dimer, blood urea nitrogen and 

creatinine levels and lymphocyte counts (bilateral distribution of patchy shadows and ground 

glass opacity). Increased biomarkers linked to inflammation, including interleukin-6 (IL-6), C-

reactive protein (CRP), ferroprotein, etc., were observed in patients obtained with COVID-19. 

However, there is no fully direct association between inflammatory markers and disease 

severity. This research has also studied retrospectively markers of blood inflammation in 

moderate, serious, and critical patients that may be of assistance in the early detection of severe 

or critical people and clinical intervention early on 6–10,30. Specifically, in december of 2019 in 

Wuhan, China, extreme acute respiratory syndrome coronavirus 2 (SARS-CoV-2) spreads 

quickly across the globe hitting pandemic proportions by March 2020. In Italy 237,500 healthy 

adults of SARS-CoV-2 were reported in 34,405 patients who were dead from February to 17 

June. In order to improve successful treatment, researchers and clinicians have been attempting 

to discover since December 2019 the pathogenic properties of the new disease caused by 

SARS-CoV-2, called COVID-19. Usually, significant pneumonia is occurring in 

approximately 30 percent of patients with inflammatory cascade hyperactivation and 

development into Acute Respiratory Disease (ARDS). At present, the inflammatory state of 

COVID 19 patients has remained at the forefront of most study reports. However, since the 

main target organ is the lung, the inflammatory state in the deep lung during various infection 

processes is important to consider. Restricted data are currently given in patients with COVID-

19 for use with Bronchoscopy to prevent aerosol production, regarding alveolary inflammatory 

status18,24,31–34. 
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