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Mohamed Eid Mohamed Background: There is a vast variety of clinical manifestations and illness courses

Salem that can be associated with systemic lupus erythematosus (SLE), a chronic
autoimmune disorder that affects multiple systems, including the kidneys, liver,

Email: and neurological system. There is a significant gender gap when it comes to SLE,

meid2092017@gmail.com | with females being diagnosed nine times more frequently than males. Patients who
have SLE display essential clinical characteristics such as hypercoagulability, an
exaggerated inflammatory and autoimmune responses. Within the framework of
inflammation and chronic inflammation-related disorders, there is an intriguing
field of study involving fibrinogen (FIB), albumin (ALB), and their ratio,
fibrinogen-to-albumin ratio (FAR). We intended to outline an overview about
Fibrinogen to Albumin Ratio and its possible use for assessment of disease activity
of Systemic Lupus Erythematosus.

Conclusions: In SLE, there is often endothelial dysfunction, which can contribute
to inflammation and hypercoagulability. Elevated FAR might be associated with
endothelial damage, as fibrinogen is involved in clot formation, and albumin has
potential anti-inflammatory properties. FAR could serve as a marker for
endothelial injury and its contribution to SLE pathogenesis.
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INTRODUCTION

An autoimmune illness that affects multiple

systems is known as systemic lupus
erythematosus (SLE). Clinical signs might range
from modest mucocutaneous indications to severe
involvement of many organs and the central nervous
system, reflecting the fact that the disorder has
multiple phenotypes. The etiology of SLE is
complex and involves multiple immunopathogenic
mechanisms. Later, a number of harmful
autoantibodies were discovered. Technology and
our knowledge of the pathophysiology and risk
factors for SLE have both advanced in recent years,
but the exact aetiology is still a mystery. While
other criteria for SLE classification have been
proposed, the practicality of these criteria in clinical
practice remains debatable. Organ system
involvement dictates SLE management. Patients
with SLE continue to face a substantial risk of
morbidity and mortality, even though there are
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several effective medications for the treatment of
the condition [1].

North America has the greatest reported incidence
and prevalence of SLE globally, while Africa has
the lowest incidence, and Australia has the lowest
prevalence. This disparity is strongly influenced by
location. The clinical outcome and therapy of the
condition are greatly influenced by age, gender, and
ethnicity. Although SLE is more common in
women, men experience a more rapid and severe
progression of the disease, leading to a less
favorable prognosis. Environmental factors and
genetic variations are thought to be responsible for
this discrepancy [2].

Incidence rates for African Americans are 31.4 per
100,000 per year, whereas those for Caucasians are
6.73 per 100,000. The rate of occurrence is 517 per
100,000 among Black Americans, compared to 134
per 100,000 among White Americans and
Europeans in the United States [3].
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Among the most gender-differentiated autoimmune
ilinesses, SLE primarily affects women between the
ages of 15 and 44, when they are in the prime of
their reproductive years (9:1). Severe Lupus
Erythematosus (SLE) is a prevalent illness among
women of childbearing age and has been associated
with  several medical and  psychological
complications that impact fertility and family
planning [4].

The intricate interplay between the genome and the
exposome (environmental impact) results in an
epigenetic alteration that modifies the expression of
genes that have a role in the etiology of SLE. For
those who are genetically predisposed,
environmental factors like ultraviolet B (UVB)
radiation, infections, and pollutants can cause a
breakdown in immunological tolerance and the
abnormal activation of autoimmunity [5]. When
self-antigens are exposed to immune cells, a
feedback loop between innate and adaptive
immunity is set in motion, maybe because of an
increased apoptotic cell load. The clinical picture of
systemic lupus erythematosus (SLE) happens when
complement  activation,  cytokine  release,
autoreactive T cells and B cells, and the subsequent
creation of autoantibodies and immune complexes
cause extensive tissue damage [6].

The clinical symptoms of SLE are diverse and the
profile of autoantibodies is extensive. Due to the
wide range of possible symptoms and results from
tests, a correct diagnosis is quite difficult to achieve.
A combination of clinical symptoms, serological
results, imaging, and histology is required for a
definitive diagnosis of SLE, placing a premium on
medical expertise [7].

Biomarkers

To diagnose systemic lupus erythematosus, evaluate
disease activity, categorize sequelae, and evaluate
therapeutic intervention efficacy, biomarkers are
important. ~ Unfortunately, because to the
complicated pathophysiology and clinical variability
of SLE, it is tough to find a single biomarker that
adequately reflects the disease's status. Also, no one
biomarker has demonstrated perfect sensitivity and
specificity for SLE; thus, it may be more effective
to use a panel of biomarkers that reflect several
disease presentations to evaluate SLE [8].

The liver is responsible for synthesizing fibrinogen,
a 340 kDa hexameric plasma glycoprotein. The
process of making fibrinogen is encoded by three
separate genes on chromosome 4. There is a
concentration of about 200-400 mg/dL in the
plasma. Among the coagulation factors, its
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concentration is the highest. The main structural
element of a blood clot is it. Three or four days is
the plasma half-life. To keep the blood clots
together, a concentration of 100 mg/dL is necessary
[9].

Three important enzymes—thrombin, plasmin, and
factor Xllla—use fibrinogen as a substrate. It is
essential for hemostasis because of its many
functional connections. In addition to facilitating
platelet aggregation, fibrinogen is the soluble
progenitor of insoluble fibrin. Because the fibrin
clot activates the fibrinolytic system, the clinical
symptoms are determined by the balance between
the two processes [10].

For fibrin to be formed, the A alpha and B beta
chains of fibrinopeptide A (FPA) and FPB,
respectively, are released when thrombin (factor lla)
attaches to fibrinogen. A fibrin clot is formed when
the resulting molecule, a fibrin monomer,
spontaneously undergoes polymerization. Once
fibrin has polymerized, factor Xllla initiates cross-
linking, which fortifies the clot and protects it from
mechanical or enzymatic rupture [11].

Monitoring

Clotting tests: When fibrinogen levels are below
100 mg/dL, the tests of activated partial
thromboplastin time (aPTT), thrombin time (TT),
and prothrombin time (PT) prolongation become
detectable. Even though TT is a screening test, it
doesn't really tell you anything because there are a
lot of common things that can make it last longer.
Another effective screening test is reptilase time
(RT), which is unaffected by heparin. Because
dysfunctional fibrinogen inhibits mixing studies,
results from these tests may indicate improvement
in afibrinogenemia and hypofibrinogenemia but will
be inconclusive in cases of dysfibrinogenemia [12].
A quantitative test that checks the amount of
fibrinogen in a blood sample is the fibrinogen
antigen test [13].

Fibrinogen activity test: After a specific amount of
thrombin is added to plasma, the time it takes for a
fibrin clot to form is measured. This test looks for
fibrinogen only since it uses thrombin, which isn't
present in other coagulation factors. The quantity of
active fibrinogen in a sample determines the time
needed for clot formation. Decreased fibrinogen
levels or malfunctioning fibrinogen can cause the
time to increase [14].

Thromboelastography (TEG): This test evaluates
the physical characteristics of clot formation using a
viscoelastic hemostatic method. This point-of-care
test necessitates many calibrations daily and is
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quick to administer, making it ideal for comparison
and contrast. It is useful for assessing fibrinolysis,
platelet function, and coagulation since it assesses
the strength and speed of clot formation. The
various parameters studied include: [15].

R time (reaction time): It is the amount of time that
elapses between the beginning of the test and the
first generation of fibrin. The presence of clotting
factors is crucial.

K (seconds): It represents the time required to attain
a given clot strength (amplitude of 20 mm) and is
dependent on fibrinogen.

Alpha angle (degrees): It evaluates the clotting
process by measuring the pace of fibrin
accumulation and cross-linking. Fibrinogen levels
are another factor.

Maximum amplitude (mm): Platelets account for
80% and fibrin for 20% of the total, hence this
number represents the ultimate clot strength. It is
useful for determining if mechanical disruption or
coagulopathy is the cause of the bleeding.

LY30 (%): Half an hour after the amplitude reaches
its peak, it is the proportion by which the amplitude
decreases. The article discusses fibrinolysis. It is
crucial to administer antifibrinolytics within three
hours following trauma to reduce mortality,
according to the CRASH-2 randomized controlled
trial data. Therefore, antifibrinolytic treatment and
the proper usage of fibrinogen and cryoprecipitate
are guided by early hyper-fibrinolysis diagnosis
[16].

Albumin

When it comes to proteins in circulation, albumin is
king in plasma. It makes up between three and five
grams per deciliter of plasma in healthy humans,
which is half of the total protein content.
Hepatocytes in the liver produce albumin, which the
body quickly eliminates from the body at a rate of
10-15 gm/day. The liver quickly excretes the
majority of albumin, therefore there isn't much of it
preserved. Serum albumin plays an important role
in human health by transporting both endogenous
and exogenous ligands, including medications, and
by significantly regulating plasma oncotic pressure.
One indicator of a patient's nutritional condition that
may be assessed using routine serum laboratory
tests is serum albumin, which is used in clinical
medicine [18].

Patients requiring fluid resuscitation, such as those
experiencing hypovolemic shock due to trauma or
undergoing large-volume paracentesis, are often
given albumin, another colloid fluid. Clinicians can
gain insight into patients' liver function or their
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ability to biosynthesize proteins and components
crucial to total body homeostasis by analyzing
serum albumin as a laboratory measurement [19].
Function

In addition to transporting ligands, human albumin
is the most important modulator of plasma oncotic
pressure. Serum albumin can transport both
endogenous and exogenous ligands, including
bilirubin, ions, fatty acids, and medications.
Albumin transports a wide variety of medications,
including but not limited to methadone, propranolol,
thiopental, furosemide, warfarin, methotrexate,
alfentanil, and many more. Hypoalbuminemia, a
complication of advanced liver disease, reduces the
number of accessible binding sites for medications
derived from outside sources [20]. This causes more
exogenous medications to remain unbound, which
can make the body more sensitive to
pharmaceuticals. Serum albumin values below 2.5
g/dL cause this sensitivity to show up in patients
[21].

About 30-40% of albumin stays in the bloodstream
when it enters the circulation, whereas the rest goes
into the interstitial space. The lymphatic system
recirculates most proteins that exit the bloodstream.
Albumin has a half-life of sixteen hours in the
bloodstream. It is believed that albumin's negative
charge accounts for the remaining osmotic effect,
but its enormous molecular weight is responsible for
the bulk of it. The second mechanism enables
albumin to entice water and other positively charged
molecules into the intravascular space [22].

Serum Albumin as a Laboratory Test

One way to assess a patient's liver function is to
take serum albumin, which is a measure of the
biosynthetic capacity of the liver. A prothrombin
time and/or international normalized ratio are
commonly used in conjunction with albumin to
provide a more comprehensive evaluation of liver
biosynthesis. However, although liver function is
normal, serum albumin levels might be normal in
chronic liver disease. A review of gastric bypass
patients found a weak correlation between liver
function tests and pathology. Another possible
cause of hypoalbuminemia is a drop in albumin
production or a drop in concentration when
compared to free fluid. Hepatic failure with ascites,
renal failure, and congestive heart failure are all
conditions that can lead to the second type of
hypoalbuminemia. So, while evaluating and
diagnosing the patient, the full clinical background
must be taken into account [23].
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Low serum albumin levels, often known as
hypoalbuminemia, are observed in some
malnourished people. Within 24 to 48 hours of
beginning fasting, albumin levels drop by one-third,
indicating that the benefits of fasting can be felt
quickly. Fortunately, this effect is short-lived; the
liver's albumin synthesis capabilities are restored
within 15 to 30 minutes after replenishment. It is a
typical clinical measure for optimizing nutrition and
getting ready for surgery because malnutrition has
been linked to complications in the postoperative
period. The nutritional status of a patient can be
assessed using a battery of laboratory tests, albumin
included. Additional laboratory tests include retinol-
binding protein, transferrin, and pre-albumin. A
physical examination of the patient is necessary in
addition to these laboratory measurements, as none
of them are sufficient on their own. Patients with
anasarca and malabsorption can be diagnosed and
monitored with hypoalbuminemia. Low albumin
levels can occur in a variety of medical situations,
including inflammatory illnesses. One possible
explanation is that the liver's albumin MRNA
production has been downregulated, which has
lowered synthesis, increased albumin catabolism,
and vascular permeability [24].

Ascites, a condition characterized by fluid
accumulation in the peritoneum, can be further
evaluated using albumin. Many medical conditions,
such as cancer, liver failure, and congestive heart
failure, can cause ascites in a patient. To determine
the serum ascites-aloumin gradient (SAAG), a
doctor can drain ascites fluid by a diagnostic
paracentesis and then compare the albumin levels in
the fluid to the levels in the patient's blood [25,26].
Fibrinogen to Albumin Ratio

Researchers are interested in studying the
fibrinogen-to-albumin  ratio (FAR) and its
association to inflammation and illnesses associated
with chronic inflammation [27].

Fibrinogen (FIB) as an Indicator of Inflammation
Although fibrinogen is most associated with its role
in coagulation, it is now also known to indicate
inflammation. Several inflammatory disorders are
commonly linked to elevated fibrinogen levels. The
production of additional fibrinogen by the liver can
be stimulated by inflammatory mediators, such as
cytokines, which are released when inflammation
occurs. Inflammation throughout the body might
cause FIB levels to increase [27].

Albumin (ALB) as an Anti-Inflammatory and
Antioxidant Molecule

Mohamed, E., et al

Volume 31, Issue 1.1, JAN. 2025, Supplement Issue

In contrast, albumin acts as an antioxidant and has
anti-inflammatory characteristics. By attaching to
and eliminating dangerous chemicals, such as free
radicals, it can aid in reducing the impact of
inflammation. Hypoalbuminemia, or abnormally
low albumin levels, is a common symptom of
chronic inflammatory diseases and may indicate
how severe the inflammatory response is [28].
Fibrinogen-to-Albumin  Ratio (FAR) as an
Inflammatory Marker

The fibrinogen-to-albumin ratio (FAR), which
combines fibrinogen and albumin levels, is
suggested as a new indicator for evaluating the
inflammatory condition. FAR might be a measure
of how well the body's pro- and anti-inflammatory
systems are working together. An elevated FAR
may signal a greater level of inflammation, which in
turn may increase the risk or severity of diseases
connected to chronic inflammation [29].

The value of FAR is in the more complete picture of
inflammation it may give of the body. Although
fibrinogen is most recognized as a coagulation
marker, it plays an important role in inflammation
as well. The liver boosts its production of fibrinogen
in response to inflammatory signals, which is why
elevated levels of fibrinogen are commonly linked
to inflammatory disorders. Albumin, in contrast, is
an antioxidant and has anti-inflammatory effects.
By attaching to and eliminating dangerous
chemicals like free radicals, it helps mitigate
inflammation's consequences. Oncology is one of
the most prominent fields investigating FAR.
Researchers have discovered that FAR can help
cancer patients predict their prognosis. More
advanced cancer stages and worse survival rates
have been linked to elevated FAR levels. A possible
tool for evaluating disease progression and directing
treatment options, the ratio can indicate the
inflammatory condition of cancer patients [30].
There are additional chronic inflammatory illnesses
where FAR has demonstrated potential, not just
cancer. For instance, diabetic retinopathy and other
consequences may be better predicted using FAR in
the diabetes population. Because it can show how
much inflammation there is in diabetes patients, it
can help doctors target their care to those who are
most likely to experience difficulties. One other
advantage of FAR as a clinical diagnostic is how
easily it can be measured via standard blood testing.
Healthcare workers looking for new tools for patient
assessment may find it appealing due to its
simplicity and potential clinical value [31].
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The clinical value of FAR is currently being
validated in numerous illness scenarios, while the
research around it is promising. To find its
specificity and sensitivity in various clinical
situations and to develop precise cutoff values, more
comprehensive research is required. The future of
FAR as a biomarker for inflammatory assessment
and illness outcome prediction appears bright,
according to current studies. An emerging
biomarker that has been studied for its possible
relevance in a range of medical problems is the
fibrinogen-to-albumin ratio (FAR). Its possible
relevance in SLE warrants investigation, even
though it has not been researched in SLE to the
same extent as other medical disorders. But there
haven't been many suggestions for possible
mechanisms and relationships [27].

Inflammation and Disease Activity

It is well-established that FAR reflects an
individual's inflammatory state, and SLE is defined
by chronic inflammation. It is possible that a greater
level of systemic inflammation is indicated by
elevated FAR levels in SLE patients. One possible
explanation is that this occurs when the body
responds to inflammation by producing acute-phase
proteins, such as fibrinogen [32].

Endothelial Dysfunction:

Endothelial dysfunction is a common feature of
systemic lupus erythematosus (SLE), further
exacerbating inflammation and hypercoagulability.
Endothelial damage may be linked to elevated FAR
because albumin may have anti-inflammatory
effects, and fibrinogen is implicated in clot
formation. One possible role of FAR in SLE
pathogenesis is as a marker for endothelial damage
[33].

Immune Complex Deposition

Symptoms of systemic lupus erythematosus include
the development and accumulation of immune
complexes in different tissues. Inflammation and
tissue damage can be triggered by these
combinations. Because immune complex deposition
can cause inflammation and changes in albumin and
fibrinogen levels, their existence and activity may
impact FAR [34].

Renal Involvement

Lupus nephritis (LN) results from systemic lupus
erythematosus. Renal damage can occur because of
immune complex development and deposit in the
renal tissue. Since FAR includes indicators linked to
inflammation  (fibrinogen) and renal function
(albumin), it can indicate the extent to which the
kidneys are involved [35].
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CONCLUSIONS

Several studies have investigated the fibrinogen to
albumin ratio and what it could mean for SLE
patients. Endothelial dysfunction is a common
feature of systemic lupus erythematosus (SLE),
further exacerbating inflammation and
hypercoagulability. Endothelial damage may be
linked to elevated FAR because albumin may have
anti-inflammatory  effects, and fibrinogen is
implicated in clot formation. One possible role of
FAR in SLE pathogenesis is as a marker for
endothelial damage.
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the authors.
REFERENCES

1. Molina-Rios S, Rojas-Martinez R, Estévez-
Ramirez GM, Medina YF. Systemic lupus
erythematosus and antiphospholipid syndrome after
COVID-19 vaccination. A case report. Mod
Rheumatol Case Rep. 2023;7(1):43-6.

2. Barber MRW, Drenkard C, Falasinnu T, Hoi A,
Mak A, Kow NY, et al. Global epidemiology of
systemic lupus erythematosus [published correction
appears in Nat Rev Rheumatol. 2021 Sep 1;]. Nat
Rev Rheumatol. 2021;17(9):515-32.

3. Rees F, Doherty M, Grainge MJ, Lanyon P,
Zhang W. The worldwide incidence and prevalence
of systemic lupus erythematosus: a systematic
review of epidemiological studies. Rheumatology
(Oxford). 2017;56(11):1945-61.

4. Muthmainnah N. A. F, Bernolian N, Roflin E,
Kesty C. Characteristics of pregnancy with
Systemic Lupus Erythematosus (SLE) in Dr.
Mohammad Hoesin Hospital, Palembang. Indones
J. of Perinatolo,2021, 2(1), 12-9

5. Karrar S, Cunninghame Graham DS. Abnormal
B Cell Development in Systemic Lupus
Erythematosus: What the Genetics Tell Us. Arthritis
Rheumatol. 2018;70(4):496-507.

6. Justiz Vaillant AA, Goyal A, Varacallo M.
Systemic Lupus Erythematosus. In: StatPearls.
Treasure Island (FL): StatPearls Publishing, 2023.

7. Aringer M, Costenbader K, Daikh D, Brinks R,
Mosca M, Ramsey-Goldman R, et al. European
League Against Rheumatism/American College of
Rheumatology Classification Criteria for Systemic
Lupus  Erythematosus.  Arthritis  Rheumatol.
2019;71(9):1400-12.

8. Yu H, Nagafuchi Y, Fujio K. Clinical and
Immunological Biomarkers for Systemic Lupus
Erythematosus. Biomolecules. 2021;11(7):928.

392 |Page


https://doi.org/10.21608/zumj.2024.285128.3352

https://doi.org/10.21608/zumj.2024.285128.3352

9. Kaur, J., & Jain, A. Fibrinogen. In StatPearls
[Internet]. StatPearls Publishing.2022
10.Vivas-Ruiz DE, Sandoval GA, Gonzalez-
Kozlova E, Zarria-Romero J, Lazo F, Rodriguez E,
et al. Fibrinogen-clotting enzyme, pictobin, from
Bothrops pictus snake venom. Structural and
functional characterization. Int J Biol Macromol.
2020; 153:779-95.

11.Litvinov RI, Pieters M, de Lange-Loots Z,
Weisel JW. Fibrinogen and Fibrin. Subcell
Biochem. 2021; 96:471-501.

12.Favaloro EJ, Kershaw G, Mohammed S, Lippi
G. How to Optimize Activated Partial
Thromboplastin Time (APTT) Testing: Solutions to
Establishing and Verifying Normal Reference
Intervals and Assessing APTT Reagents for
Sensitivity to Heparin, Lupus Anticoagulant, and
Clotting Factors. Semin Thromb  Hemost.
2019;45(1):22-35.

13.Undas A, Casini A. Congenital structural and
functional fibrinogen disorders: a primer for
internists. Pol Arch Intern Med. 2019;129(12):913-
20.

14.Haas T, Cushing MM, Asmis LM. Comparison
of the efficacy of two human fibrinogen
concentrates to treat dilutional coagulopathy in
vitro. Scand J Clin Lab Invest. 2018;78(3):230-5.
15.Carll T, Wool GD. Basic principles of
viscoelastic testing. Transfusion. 2020;60 Suppl
6:1-9.

16.Stettler GR, Moore EE, Moore HB, Nunns GR,
Silliman CC, Banerjee A, et al. Redefining
postinjury fibrinolysis phenotypes using two
viscoelastic assays. J Trauma Acute Care Surg.
2019;86(4):679-85.

17.Stackievicz R, Milner R, Werner M, Arnon S,
Steiner Z. Follow-up ultrasonographic findings
among children treated conservatively for
uncomplicated acute appendicitis. Pediatr Radiol.
2023;53(2):223-34.

18.Zorzi A, Linciano S, Angelini A. Non-covalent
albumin-binding ligands for extending the
circulating half-life of small biotherapeutics.
Medchemcomm. 2019;10(7):1068-81.

19.Malbrain MLNG, Langer T, Annane D,
Gattinoni L, Elbers P, Hahn RG, et al. Intravenous
fluid therapy in the perioperative and critical care
setting: Executive summary of the International
Fluid Academy (IFA). Ann Intensive Care.
2020;10(1):64.

20.Bernardi M, Angeli P, Claria J, Moreau R, Gines
P, Jalan R, et al. Albumin in decompensated

Mohamed, E., et al

Volume 31, Issue 1.1, JAN. 2025, Supplement Issue

cirrhosis: new concepts and perspectives. Gut.
2020;69(6):1127-38.

21.di Masi A. Human Serum Albumin: From
Molecular Aspects to Biotechnological
Applications. Int J Mol Sci. 2023;24(4):4081.
22.Jagdish RK, Maras JS, Sarin SK. Albumin in
Advanced Liver Diseases: The Good and Bad of a
Drug!. Hepatology. 2021;74(5):2848-62.
23.Madihally, S. Principles of biomedical
engineering. Artech House.20109.

24.Soeters PB, Wolfe RR, Shenkin A.
Hypoalbuminemia: Pathogenesis and Clinical
Significance. JPEN J Parenter Enteral Nutr.
2019;43(2):181-93.

25.Chubb SP, Williams RA. Biochemical Analysis
of Pleural Fluid and Ascites. Clin Biochem Rev.
2018;39(2):39-50.

26.Du L, Zhu S, Lu Z, Xu T, Bai T, Xu D, et al.
Ascitic cholesterol is superior to serum-ascites
albumin gradient in the detection of non-portal
hypertensive ascites and the diagnosis of mixed
ascites. Aliment Pharmacol Ther. 2019;49(1):91-8.
27.Ding Y, Xue L. The potential value of fibrinogen
to albumin ratio (FAR) in the assessment of
inflammation in spondyloarthritis. BMC
Musculoskelet Disord. 2022;23(1):864.

28.Gremese E, Bruno D, Varriano V, Perniola S,
Petricca L, Ferraccioli G. Serum Albumin Levels: A
Biomarker to Be Repurposed in Different Disease
Settings in Clinical Practice. J Clin Med.
2023;12(18):6017.

29.Fang L, Yan FH, Liu C, Chen J, Wang D, Zhang
CH,et al. Systemic Inflammatory Biomarkers,
Especially Fibrinogen to Albumin Ratio, Predict
Prognosis in Patients with Pancreatic Cancer.
Cancer Res Treat. 2021;53(1):131-9.

30.Chen C, Liu Y, Han P, Cui B. Research Progress
of Preoperative FPR, FAR or AFR in Patients with
Colorectal Cancer. Cancer Manag Res. 2021;
13:1791-801.

31.Li X, Wu Q, Kong Y, Lu C. Mild cognitive
impairment in type 2 diabetes is associated with
fibrinogen-to-albumin  ratios. PeerJ. 2023;11:
e15826.

32.Aringer M. Inflammatory markers in systemic
lupus erythematosus. J Autoimmun. 2020;
110:102374.

33.Cicarini WB, Duarte RCF, Ferreira KS, Loures
CMG, Consoli RV, Neiva CLS, et al. Impact of
markers of endothelial injury and
hypercoagulability on systemic lupus
erythematosus. Lupus. 2020;29(2):182-90.

393 |Page


https://doi.org/10.21608/zumj.2024.285128.3352

https://doi.org/10.21608/z2um;j.2024.285128.3352 Volume 31, Issue 1.1, JAN. 2025, Supplement Issue

34.Flores-Mendoza G, Sanson SP, Rodriguez- 35.Anders HJ, Saxena R, Zhao MH, Parodis I,
Castro S, Crispin JC, Rosetti F. Mechanisms of Salmon JE, Mohan C. Lupus nephritis. Nat Rev Dis
Tissue Injury in Lupus Nephritis. Trends Mol Med. Primers. 2020;6(1):7.

2018;24(4):364-78.

Citation

Mohamed, E., Elhefnawy, K., Morsi, F., Salem, M. Fibrinogen to Albumin Ratio and its Possible Role
among Systemic Lupus Erythematosus Patients: A Review Article. Zagazig University Medical Journal,
2025; (388-394): -. doi: 10.21608/zum;j.2024.285128.3352

Mohamed, E., et al 394 | Page


https://doi.org/10.21608/zumj.2024.285128.3352

