
TRAUMATOLOGY AND ORTHOPEDICS 

 

 

INTER COLLEGAS. Vol. 12, No.1 (2025)  ISSN 2409-9988 
 

EARLY DIAGNOSIS OF MONOGONARTHROSIS (literature review) 
 

Golka G.G., Vesnin V.V., Burlaka V.V., Oliynyk A.O., Fadieiev O.G.,  

Goptsy O.V., Frolova-Romanyuk E.Yu. 
 

Kharkiv National Medical University, Kharkiv, Ukraine 

 

https://doi.org/10.35339/ic.2025.12.1.gvb 

 

ABSTRACT 

Background. OsteoArthritis of the Knee Joint (OAKJ) is a progressive incurable disease, 

which in severe cases necessitates total joint arthroplasty. 

Aim. To conduct a systematic analysis of the scientific literature on the prospects and possi-
bilities of early diagnosis of monogonarthrosis. 

Materials and Methods. A literature search was conducted in the PubMed and Medline da-

tabases for the period 2010–2024, using the following keywords: "osteoarthrosis of the knee 
joint", "monogonarthrosis" (42 sources).  

Results. The mainstream of modern literature on the problem of clinical diagnosis of osteoar-

thritis, including with monoarticular lesions, includes the results of studies of biomarkers of hya-

luronic cartilage degradation both in the case of visualization on magnetic resonance imaging 
scans and according to the data of biochemical and immunological analyses of blood serum. The 

importance of radiological signs of mainly early stages of osteoarthritis of the knee joint is also 

separately studied. There are isolated contradictory professional works on the correlation of clin-
ical and radiological manifestations of gonarthrosis. Reports on the results of a comprehensive 

clinical and radiological examination of patients with monogonarthrosis are almost not presented 

in the literature. 
Conclusions. It was established on the basis of information and analytical studies of modern 

scientific literature that osteoarthritis of the knee joint is accompanied by persistent pain, signifi-

cant limitation of lower limb function, decreased working capacity, which often leads to joint 

replacement. Diagnosis of osteoarthritis in the early stages is difficult due to the lack of pathog-
nomonic clinical, radiological and laboratory indicators, and in the case of monogonarthrosis with 

synovitis it is complicated by differentiation with specific arthritises of the knee joint. The above 

data indicate the feasibility of further research to find opportunities for improving methods for 
early diagnosis of monogonarthrosis. 
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Introduction 

OsteoArthritis of the Knee Joint (OAKJ)  

is a progressive incurable disease, which in severe 
cases necessitates total joint arthroplasty, which 

requires significant economic costs [1; 2] and 

medical and social adaptation [3; 4] and has a sig-
nificant number of postoperative complications 

and adverse outcomes [5; 6]. 

OsteoArthritis (OA) of the knee joint is accom-

panied by persistent pain, significant limitation of 
 

 lower limb function, decreased performance, 

which often leads to joint arthroplasty. Diagnosis 

of the disease in the early stages is complicated by 
the lack of pathognomonic clinical, radiological 

and laboratory indicators, and in the case of mo-

nogonarthrosis with synovitis it is complicated by 
differentiation with specific arthritis of the knee 

joint. Clinical symptoms and structural changes of 

the knee joint elements in patients with monogo-

narthrosis are covered in isolated studies, a signif-
icant part of which was published more than 10 

years ago. 

It should be noted that there is still no generally 
accepted definition of knee osteoarthritis, which 

leads to certain discrepancies in determining epi-

demiology indicators, factors of etiology and pa-
thogenesis, and protocols for examination and tre- 
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atment of this category of patients. According to 

clinical guidelines developed by the Associations 
of Rheumatologists and Orthopedic Traumatolo-

gists of Ukraine, osteoarthritis is a metabolically 

active, dynamic process that involves all tissues of 

the joint (cartilage, bone, synovial membrane/cap-
sule, ligaments and muscles). The main patholog-

ical changes include localized loss of articular (hy-

aline) cartilage and alteration of the adjacent bone 
with the formation of new bone (osteophyte) at the 

edges of the joint [3; 7; 8]. According to the Inter-

national Statistical Classification of Diseases and 
Related Health Problems, 10th revision, osteoarth-

ritis is included in sections M15–M19. In this 

block, the term "osteoarthritis" is used synony-

mously with the terms "arthrosis" and "osteoar-
throsis". 

Osteoarthritis is the most common form of 

joint disease due to increased life expectancy and 
body mass index [9–11]. Clinical symptoms of os-

teoarthritis of the hip and knee joints are observed 

in 242 million people worldwide [10; 12; 13]. 

In Ukraine, the average long-term prevalence 
of osteoarthritis was [1836.23±229.19] per 100,000 

population, for the period 2014–2017 – [1770.96± 

±32.56], respectively, the upward trend continued 
during 1993–2013. The average long-term inci-

dence rate of deforming arthrosis during 1993–

2014 was [266.15±11.73] cases per 100,000 po-
pulation, for the period 2014-2017 – [229.84± 

±5.60] cases per 100,000 population. After 2015, 

a slight decrease in incidence and prevalence rates 

was recorded. The prevalence of deforming ar-
throsis in 2010 exceeded the incidence by 5.66 

times, and in 2017 – by 7.80 times, while the gap 

between the indicators was constantly increasing, 
there was an accumulation of chronic disorder in 

the population [3; 8; 14]. 

The prevalence and incidence ratio in women 
and men is 1:69 (p<001) and 1:39 (p<0001), re-

spectively [15; 16]. 62% of people with OA are 

women. Among people younger than 45 years of 

age, OA is more common in men; over 45 years of 
age, OA is more common in women [13; 17]. The 

high prevalence of OA is reflected in enormous 

social and personal costs. The total economic bur-
den associated with OA in the United States is es-

timated at $136.8 billion per year. This figure has 

more than doubled in the last decade. In the long 

term, the annual economic cost of OA exceeds the 
consequences of diseases related to smoking, can-

cer, and diabetes. The direct medical costs of trea-

ting patients with knee OA reach $65 billion per 
year [18]. OA was the second most expensive di- 

 sease in US hospitals in 2020 [16]. Approximately 

1 million knee and hip replacement surgeries are 
performed annually due to OA [16]. 

There is now considerable evidence linking 

knee osteoarthritis to genetic predisposition, obe-

sity, aging [4; 19; 20], mechanical stress [21], and 
inflammation [22]. However, the pathogenesis  

and causes of OA are not fully understood. 

Diagnosis of knee osteoarthritis in the early 
stages of the disease presents significant difficul-

ties, which are associated with the absence of ty-

pical clinical manifestations, minor radiologi-
cal signs and uncharacteristic changes in labora-

tory parameters of biological fluids of the body 

[22–24]. The diagnosis of the early stages of gon-

arthrosis is additionally complicated by the lack of 
correlation between structural changes and their 

functional consequences, as well as the visualiza-

tion of the main radiological (including tomo-
graphic) signs inherent in knee osteoarthritis in 

asymptomatic subjects [2; 9; 25; 26]. 

The clinical diagnosis of knee OA is based on 

the clinical guidelines of the Ukrainian Associa-
tion of Rheumatologists and the Ukrainian Asso-

ciation of Orthopedic Traumatologists, as well as 

the criteria of the American College of Rheuma-
tologists (ACR) and the European League Against 

Rheumatism (EULAR) [7; 18; 27]. 

Available literature either discusses differen-
tial diagnosis with monoarthritis [9; 22; 28] or 

provides results of instrumental diagnosis of early 

stages of knee osteoarthritis [29; 30]. Therefore, 

the clinical symptoms of monogonarthrosis are al-
most not presented in the available literature. 

In unilateral gonarthrosis in the initial stages, 

especially in the case of the development of mo-
nosynovitis, diagnosis and differential diagnosis 

are also difficult, due to the variability of the cli-

nical course and the lack of typical data of radio-
logical and laboratory examination [18; 28; 31]. 

Aim. To conduct a systematic analysis of the 

scientific literature on the prospects and possibili-

ties of early diagnosis of monogonoarthrosis. 
Materials and Methods. 

A literature search was conducted in the Pub-

Med and Medline databases for the period 2010–
2024, using the following medical subject hea-

dings and keywords: "deforming osteoarthritis of 

the knee joint", "monogonarthrosis". If necessary, 

in some cases, literature sources that go beyond 
the search period were used. 

The general search revealed 78 sources on di-

agnostic and treatment methods in the early stages 
of monogonarthrosis. The primary exclusion con- 
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cerned literary sources that reflected the diagnosis 

and treatment of late stages of osteoarthritis of the 
knee joint (n=22). The secondary exclusion inclu-

ded literary sources that contained only reference 

information (abstract, figures, references) (n=14). 

As a result, only relevant full-text articles in pro-
fessional journals remained (n=42). 

Results and Discussion 

Osteoarthritis of the knee joint is a chronic pro-
gressive pathological process that involves all ele-

ments of the joint: articular cartilage, subchondral 

plate, underlying subchondral bone, synovial mem-
brane, menisci, ligamentous apparatus, periarticu-

lar muscles, etc. [19; 23; 32–34]. Osteoarthritis is 

a multifactorial disease, among the risk factors for 

its development are age, gender, obesity [2; 26; 
35; 36], previous injuries, hereditary predisposi-

tion, repeated loads accompanied by cumulative 

microdamage to the joint tissues (frequent knee-
ling, prolonged squatting), discongruence of the 

articular surfaces, joint instability, etc. [4; 23; 30]. 

An important factor in the pathogenesis of OA is 

considered to be a decrease in the stabilizing effect 
of the periarticular muscles due to hypodynamia 

[30; 34] or sarcopenia [20; 33], which is accom-

panied by a decrease in the resistance of the knee 
joint elements to the action of daily loads. Howe-

ver, OA is not a purely mechanical problem. In the 

pathogenesis and progression of osteoarthritis, es-
pecially in the early phase, inflammatory and met-

abolic processes play a significant role, in which 

all tissues of the joint are involved. Among the nu-

merous predictors of osteoarthritis, the main inde-
pendent risk factor is age [4; 29; 35], however, 

aging and OA are interrelated, not interdependent 

[33; 35]. The involutive process is accompanied 
by the cumulative effect of many years of mechan-

ical loads, which leads to "wear and tear" and pa-

thological destruction of articular cartilage [36; 
37]. Based on this, some authors consider osteoar-

thritis as a natural irreversible disease, and not as 

a degenerative, potentially curable disease. Not 

only cartilage, but also subchondral bone, me-
nisci, muscles, as well as adipose and synovial tis-

sues play an important role [17; 35; 20]. 

In the intact joint, hyaline cartilage is an avas-
cular, aneural tissue with chondrocytes as the only 

cell type in the cartilage tissue [33; 38; 39]. In ad-

dition to chondrocytes, articular cartilage is for-

med by an extracellular matrix. 
Since cell division or death is practically ab-

sent in adults, chondrocytes of articular cartilage 

are considered long-lived cells and, therefore, can 
accumulate age-related changes over time [36; 37]. 

 As a result, aging profoundly alters chondrocyte 

function, matrix structure, and function. There is 
increased apoptosis and decreased cell regenera-

tion [38], at the molecular level, the stiffness of 

the collagen network increases, and glycation in-

creases, which potentiates dysfunction of articular 
cartilage and, consequently, the joint [11; 39]. 

OA develops due to the inability of chondro-

cytes to maintain homeostasis between the synthe-
sis and degradation of extracellular matrix compo-

nents [4; 5; 34; 35]. Disruption of homeostasis 

leads to an increase in water content and a de-
crease in proteoglycans in the extracellular matrix; 

weakening of the collagen network due to a de-

crease in the synthesis of type II collagen and an 

increased breakdown of pre-existing collagen [6; 
36]. On the other hand, there is increased apopto-

sis of chondrocytes. Initially, compensatory me-

chanisms, such as increased synthesis of matrix 
molecules and proliferation of chondrocytes in the 

deeper layers of the cartilage, are able to maintain 

the integrity of the articular cartilage, but over 

time, chondrocyte loss and changes in the extra-
cellular matrix prevail, and osteoarthritic changes 

develop [18; 34]. Early superficial changes in ar-

ticular cartilage in osteoarthritis manifest as thin-
ning and fibrillation, which spread distally, for-

ming deep cracks with cartilage delamination. 

Subsequently, the underlying calcified cartilage 
and subchondral bone are exposed [23; 28; 37], 

and the calcified cartilage proliferates, which fur-

ther increases the mechanical load with subse-

quent production of catabolic factors [28]. In ad-
dition, the increased layer of calcified cartilage ad-

vances into the underlying articular cartilage. 

These changes are due to the penetration of vascu-
lar channels, sympathetic and sensory nerves from 

the bone marrow through the subchondral bone and 

calcified cartilage to the articular cartilage [39]. 
Subchondral sclerosis develops with an in-

crease in the volume and thickness of the subchon-

dral plate. These changes are accompanied by 

thinning of the subchondral trabecular bone in the 
early stage and its sclerosis in the late stage of OA 

[28].  

Altered osteoblast and osteoclast activity leads 
to bone remodeling with the formation of sub-

chondral cysts and osteophytes [39]. These 

changes are usually accompanied by erosion and 

fissures of the overlying cartilage with exposure 
of the subchondral bone [33; 34]. The appearance 

of altered bone marrow areas and exposed sub-

chondral bone correlates with clinical symptoms, 
especially pain [9; 18]. 
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Synovial fluid plays a crucial role in the tro-

phism of avascular articular cartilage as a source 
of nutrients, as well as a reservoir for its degrada-

tion products [24; 28]. 

Synovitis is an important feature in patients 

with OA and is associated with both clinical 
symptoms and structural progression of the disea-

se. Inflammation in OA causes synovial prolifera-

tion and infiltration of T and B lymphocytes and 
mast cells [29], followed by synovial hypertrophy. 

The latter is defined as synovial thickening ≤4 mm 

and a depth of effusion ≤4 mm or ≤4 mm in the 
suprapatellar fossa [24; 38]. 

Synovial hypertrophy is associated with radio-

graphic and clinical progression of OA with the 

development of knee pain and dysfunction. Areas 
of altered synovial membrane are usually associ-

ated with sites of articular cartilage degradation 

[36; 37]. However, in later stages of osteoarthritis, 
synovitis becomes diffuse [24]. 

Patients with radiologically confirmed OA al-

most always have degenerative damage to the me-

niscus, leading to loss of load-bearing capacity 
and cushioning in the corresponding (medial or 

lateral) area of the joint with the development of 

local instability. This situation can result in static 
changes in the tibiofemoral joint with pathological 

changes in the articular cartilage, subchondral 

bone, and subchondral bone marrow [18; 35; 39]. 
The cause of joint pain in osteoarthritis is not 

fully understood. It is recognized that pain has 

a complex biopsychosocial model; in osteoarthri-

tis, pain reflects a state of altered pain processing, 
in which every day stimuli are perceived as pain-

ful. These changes occur in response to critical in-

teractions with specific joint, bone, and periarti-
cular factors that may vary from person to person. 

The resulting sensitization of nociceptive path-

ways at both the peripheral and central levels de-
pends on many independent and unique factors for 

the individual. These include individual characte-

ristics of the patient (gender, age, previous medi-

cal history, (effectiveness in pain perception and 
management, pain catastrophizing, environmental 

factors, lifestyle, and social (social support, wor-

king conditions) [9; 11; 23; 26]. 
The relationship between joint pain and the 

progression of osteoarthritis may be that pain with 

concomitant aseptic inflammation and decreased 

joint mobility produces structural disorders in all 
intra- and periarticular tissues [19], which will 

lead to increased functional disorders [2; 9; 40] 

with a corresponding increase in pain intensity and  

 movement limitation and, thus, contributes to the 

further development of the pathological process. 
One of the important clinical manifestations of 

gonarthrosis is periarticular muscle dysfunction 

due to reduced strength of the muscles that stabi-

lize the knee joint and altered proprioception indi-
cators, mainly such muscle sensations as the feel-

ing of force and movement of the knee joint [18; 

28; 39]. 
Pain in the affected joint, together with associ-

ated functional limitations, is the main cause of 

disability in patients with gonarthrosis [9; 15] and 
is the main reason that prompts this category of 

patients to undergo arthroplasty [41; 42]. 

The prevalence of clinical symptoms of knee 

OA is negatively associated with education level 
[11; 43]. This situation may be explained by the 

fact that people with a lower level of education are 

often engaged in heavy physical labor or have lit-
tle knowledge about the prevention of knee OA 

[33]. The same authors [33] did not find a statisti-

cally significant difference in the prevalence of 

clinical manifestations of knee OA between rural 
and urban areas. 

Knee OA negatively affects the quality of life 

and physical function in both sexes, but in women 
this disease is more pronounced compared to men 

[15]. In almost 44% of cases, patients with OA ex-

perience activity limitations due to pain. By 2040, 
the number of patients with OA is expected to 

grow, with an increase in the frequency of obser-

vations with activity limitations by [11–14] %. 

About 30% of patients with knee OA report sig-
nificant limitation of kneeling and bending; 20% 

are unable to walk 3 blocks without pain. Activity 

limitations associated with clinical manifestations 
of OA can lead to loss of work [11]. The presence 

of effusion in the suprapatellar bursa increases the 

risk of arthralgia [28; 38]. At the same time, other 
studies using the WOMAC scale have shown that 

in the presence of joint effusion in only 3.6% of 

cases (when examining 409 participants and 775 

knee joints), pain and stiffness in the joint were 
reported in 31% and 34% of observations, respec-

tively. Almost 42% of the examined had limited 

movement in the affected joint, and 52% of cases 
had at least one of the WOMAC indicators [19]. 

Such data may indicate that one of the reasons for 

increased joint pain in the presence of effusion 

may be purely mechanical, due to the activation of 
proprioceptors of intra-articular tissues that are in 

a stretched state and subjected to increased pres-

sure by an excessive amount of synovial fluid. 
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Structural changes in knee joint tissues in oste-

oarthritis are not visualized by modern radiologi-
cal methods at all stages of the clinical course. The 

initial changes that define the early stage of OA 

are characterized by a long period of molecular 

changes in extracellular matrix macromolecules, 
which are detected by biochemical analyses of bi-

ological fluids of the body [23; 24; 27; 28]. The 

stage of molecular changes is followed by changes 
in the articular tissue. Early damage to the articu-

lar tissue, detected by sensitive imaging methods 

such as magnetic resonance imaging [29], is also 
considered to be early stages of OA. Radiographic 

diagnostics is informative, usually when arthralgia 

occurs with the development of structural damage 

in the subchondral plate and underlying subchon-
dral bone. In the terminal stages, with the deve-

lopment of deformation of the joint elements, the 

diagnosis of osteoarthritis is usually beyond 
doubt. 

OA is a disease that affects joint tissues, and 

therefore the search for biomarkers of degenera-

tive and inflammatory processes characteristic of 
osteoarthritis has focused on biopolymer mole-

cules associated mainly with cartilage tissue, bone 

metabolism and inflammation. These biomarkers 
are soluble in serum, synovial fluid and urine. 

C-reactive protein, type 2 collagen and mye-

loperoxidase correlate with the severity of erosive 
OA. In addition, hyaluronic acid is considered 

a marker of synovitis [17]. Some authors [1] con-

sidered the concentration of C-reactive protein 

and oligomeric cartilage matrix protein as biomar-
kers of the development of knee OA. 

C-Reactive Protein (CRP) is a central compo-

nent of the innate immune inflammatory response; 
by binding to the cell surface of dead or dying 

cells and some bacteria, it leads to activation of the 

complement system. The synthesis of CRP is me-
diated by factors secreted by macrophages and adi-

pocytes. CRP also contributes to the stimulation 

of pro-inflammatory cytokines, which enhances 

the inflammatory response [26]. Several studies 
have also attempted to establish a relationship be-

tween serum CRP levels and osteoarthritis [23]. 

A recent meta-analysis of 32 studies found statis-
tically significant differences in serum CRP levels 

between patients with osteoarthritis and healthy 

controls. The study also found that CRP was sig-

nificantly associated with pain and decreased 
physical function, but not with radiographic OA 

[28]. In studies that adjusted for body weight, CRP 

has been shown to be independently associated 

 with osteoarthritis, whereas others have found no 

such association. 
Hunter T.M. et al. [18] reported that serum C-

reactive protein and Erythrocyte Sedimentation 

Rate (ESR) in patients with knee OA significantly 

correlated with clinical and radiographic features 
of the disease. ESR was significantly higher in pa-

tients with arthralgia and/or patellar bulging com-

pared with patients without these symptoms. 
High-sensitivity CRP levels were significantly 

higher in patients with pain, swelling, and patellar 

bulging compared with patients without swelling, 
pain, or patellar bulging. ESR and CRP levels 

were not significantly different in patients without 

flexion contracture (>5º) and reduced flexion 

(<120º). 
Osteoarthritis with an inflammatory compo-

nent is a debilitating and very common disease, 

but it often occurs subclinically. There is increa-
sing evidence that inflammatory and destructive 

synovial reactions play an important role in OA. 

In addition, the role of inflammation in OA has 

been recognized through the association of joint 
effusion with joint pain [9]. It is still unclear to 

what extent inflammation is the initiator or the re-

sult of the destructive process of the joint [33]. Of 
particular interest is the emerging evidence that 

the extent to which immune and wound-healing 

responses can be activated partly controls an indi-
vidual's susceptibility to chronic diseases, includ-

ing OA. Despite the global burden of OA, diag-

nostic tests and treatments at molecular or early 

subclinical stages are still not available for clinical 
use. 

Inflammatory and metabolic processes, which 

involve all tissues of the joint, play a significant 
role in the pathogenesis and progression of osteo-

arthritis, especially in the early phase. Macrostruc-

tural changes occur in the form of early superficial 
changes in the articular cartilage, namely thinning 

and fibrillation, which spread distally, forming 

deep cracks with cartilage delamination. Sub-

sequently, the underlying calcified cartilage and 
subchondral bone are exposed [22; 36; 39], sub-

chondral sclerosis develops with an increase in the 

volume and thickness of the subchondral plate. 
These changes are accompanied by thinning of the 

subchondral trabecular bone in the early stage and 

its sclerosis in the late stage of OA [39]. 

Subchondral bone marrow changes occur in 
the form of microtrauma of bone tissue with local-

ized fibrosis, fat necrosis, and local increased bo-

ne remodeling with a predominance of bone re- 
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sorption, leading to microfractures of trabecular 

bone [20]. These changes are usually accompa-
nied by erosion and fissures of the overlying car-

tilage with exposure of subchondral bone [34]. 

The appearance of altered bone marrow areas and 

exposed subchondral bone correlates with clinical 
symptoms, especially pain [9; 18]. Most people 

with knee OA suffer from pain, joint stiffness, and 

limitations in daily activities. Orthopedic exami-
nation may reveal clinical signs such as joint crep-

itus, smoothing of the contours, or, less common-

ly, swelling of the affected joint, deformity, or 
a slight increase in joint temperature. In addition, 

this category of patients often has impaired indi-

cators such as lower limb muscle strength and 

knee proprioceptive accuracy, which are consi-
dered important factors for knee joint stabilization 

[9; 19; 31]. 

Thus, the mainstream of modern literature on 
the problem of clinical diagnosis of osteoarthritis, 

including with monoarticular lesions, includes the 

results of studies of biomarkers of hyaluronic car-

tilage degradation both in the case of visualization 
on magnetic resonance imaging scans [28] and ac-

cording to biochemical and immunological anal-

yses of blood serum [24; 26]. The importance of 
radiographic signs of mainly early stages of knee 

osteoarthritis is also studied separately [22; 28]. 

There are isolated contradictory professional 
works on the correlation of clinical and radio-

graphic manifestations of gonarthrosis [9]. Re-

ports on the results of a comprehensive clinical 

and radiological examination of patients with  

 monogonarthrosis are almost absent in the litera-

ture. 
Conclusions 

1. It was established on the basis of informa-

tion and analytical studies of modern scientific lit-

erature that osteoarthritis of the knee joint is ac-
companied by persistent pain, significant limita-

tion of lower limb function, decreased working ca-

pacity, which often leads to joint replacement. 
2. Diagnosis of OA in the early stages is diffi-

cult due to the lack of pathognomonic clinical, ra-

diological and laboratory indicators, and in the 
case of monogonarthrosis with synovitis it is com-

plicated by differentiation with specific arthritises 

of the knee joint. The above data indicate the fea-

sibility of further research to find opportunities for 
improving methods for early diagnosis of mono-

gonarthrosis. 

DECLARATIONS: 

Disclosure Statement 

The authors have no potential conflicts of in-

terest to disclosure, including specific financial in-

terests, relationships, and/or affiliations relevant 
to the subject matter or materials included. 

Statement of Ethics 

The authors have no ethical conflicts to disclo-
sure. 

Data Transparency 

The data can be requested from the authors. 
Funding Sources 

There are no external sources of funding. 

Consent for publication 

All authors give their consent to publication. 

 

 

References  

1. Astephen Wilson JL, Lamontagne M, Wilson DR, Beaule PE, Mwale F, Yee A. Patient-specific func-

tional analysis: the key to the next revolution towards the treatment of hip and knee osteoarthritis. J Orthop 

Res. 2019;37(8):1754-9. DOI: 10.1002/jor.24317. PMID: 31042316. 

2. Bliddal H, Leeds AR, Christensen R. Osteoarthritis, obesity and weight loss: evidence, hypotheses and 

horizons – a scoping review. Obes Rev. 2014;15(7):578-86. DOI: 10.1111/obr.12173. PMID: 24751192. 

3. Kolesnichenko V, Golka G, Khanyk T, Veklych V. Epidemiology of knee osteoarthritis. The Journal of 

V.N. Karazin Kharkiv National University. Series "Medicine". 2021;(43):115-26. DOI: 10.26565/2313-6693-

2021-43-12 [in Ukrainian]. 

4. Berenbaum F, Wallace IJ, Lieberman DE, Felson DT. Modern-day environmental factors in the patho-

genesis of osteoarthritis. Nat Rev Rheumatol. 2018;14(11):674-81. DOI: 10.1038/s41584-018-0073-x. PMID: 

30209413.  

5. Mohajer B, Dolatshahi M, Moradi K, Najafzadeh N, Eng J, Zikria B, et al. Role of Thigh Muscle Changes 

in Knee Osteoarthritis Outcomes: Osteoarthritis Initiative Data. Radiology. 2022;305(1):169-78. DOI: 

10.1148/radiol.212771. PMID: 35727152.  

6. Primorac D, Molnar V, Rod E, Jelec Z, Cukelj F, Matisic V, et al. Knee Osteoarthritis: A Review of 

Pathogenesis and State-Of-The-Art Non-Operative Therapeutic Considerations. Genes (Basel). 

2020;11(8):854. DOI: 10.3390/genes11080854. PMID: 32722615. 



TRAUMATOLOGY AND ORTHOPEDICS 

 

 

INTER COLLEGAS. Vol. 12, No.1 (2025)  ISSN 2409-9988 
 

7. Bortkevych OP, Harmash OO, Kalashnikov OV, Kovalenko VM, Poluliakh MM, Protsenko HO, et al. 

Clinical guideline "Osteoarthrosis". Kyiv: State Expert Center of the Ministry of Health of Ukraine, Associa-

tion of Rheumatologists of Ukraine, Association of Orthopedic Traumatologists of Ukraine; 2017. 481 p. 

Available at: https://www.dec.gov.ua/wp-content/uploads/2019/11/akn_osteo.pdf [in Ukrainian]. 

8. Population of Ukraine. State Statistical Service of Ukraine [Internet]. Available at: http://database. 

ukrcensus.gov.ua/MULT/Dialog/statfile_c.asp [in Ukrainian]. 

9. Satake Y, Izumi M, Aso K, Igarashi Y, Sasaki N, Ikeuchi M. Comparison of Predisposing Factors Be-

tween Pain on Walking and Pain at Rest in Patients with Knee Osteoarthritis. Journal of Pain Research. 

2021;14:1113-8. DOI: 10.2147/JPR.S298100. PMID: 33907458. 

10. Yelin E, Weinstein S, King T. The burden of musculoskeletal diseases in the United States. Semin 

Arthritis Rheum. 2016;46(3):259-60. DOI: 10.1016/j.semarthrit.2016.07.013. PMID: 27519477. 

11. Felson DT, Lawrence RC, Dieppe PA, Hirsch R, Helmick CG, Jordan JM, et al. Osteoarthritis: new 

insights. Part 1: the disease and its risk factors. Ann Intern Med. 2000;133(8):635-46. DOI: 10.7326/0003-

4819-133-8-200010170-00016. PMID: 11033593. 

12. Safiri S, Kolahi AA, Smith E, Hill C, Bettampadi D, Mansournia MA, et al. Global, regional and na-

tional burden of osteoarthritis 1990-2017: a systematic analysis of the global burden of disease study 2017. 

Ann Rheum Dis. 2020;79(6):819-28. DOI: 10.1136/annrheumdis-2019-216515. PMID: 32398285. 

13. Sebbag E, Felten R, Sagez F, Sibilia J, Devilliers H, Arnaud L. The world-wide burden of musculoskel-

etal diseases: a systematic analysis of the World Health Organization Burden of Diseases Database. Ann 

Rheum Dis. 2019;78(6):844-8. DOI: 10.1136/annrheumdis-2019-215142. PMID: 30987966. 

14. Buyukavcı R, Akturk S, Sag S. Comparison of blood platelet distribution width and neutrophil-lym-

phocyte ratio in patients with different grades of knee osteoarthritis. J Back Musculoskelet Rehabil. 

2018;31(6):1035-9. DOI: 10.3233/BMR-171028. PMID: 30347592. 

15. Kloppenburg M, Berenbaum F. Osteoarthritis year in review 2019: Epidemiology and therapy. Osteo-

arthritis and Cartilage. 2020;28(3):242-48. DOI: 10.1016/j.joca.2020.01.002. PMID: 31945457. 

16. Arthritis Foundation. Arthritis by the Numbers. Atlanta, GA: Arthritis Foundation; 2019. 102 p. Avail-

able at: https://www.arthritis.org/getmedia/e1256607-fa87-4593-aa8a-8db4f291072a/2019-abtn-final-march-

2019.pdf [accessed 31 Mar 2025]. 

17. Astephen Wilson JL, Kobsar D. Osteoarthritis year in review 2020: mechanics. Osteoarthritis and Car-

tilage. 2021;29(2):161-9. DOI: 10.1016/j.joca.2020.12.009. PMID: 33421562. 

18. Hunter TM, Boytsov NN, Zhang X, Schroeder KM. Prevalence of rheumatoid arthritis in the United 

States adult population in healthcare claims databases, 2004–2014. Rheumatol Int. 2017;37(9):1551-7. DOI: 

10.1007/s00296-017-3726-1. PMID: 28455559. 

19. Berteau J-P. Knee Pain from Osteoarthritis: Pathogenesis, Risk Factors, and Recent Evidence on Phys-

ical Therapy Interventions. J Clin Med. 2022;11(12):3252. DOI: 10.3390/jcm11123252. PMID: 35743322.  

20. Krishnasamy P, Hall M, Robbins SR. The role of skeletal muscle in the pathophysiology and manage-

ment of knee osteoarthritis. Rheumatology. 2018;57(suppl_4):iv22-33. DOI: 10.1093/rheumatology/kex515. 

PMID: 29351644. 

21. Li D, Li S, Chen Q, Xie X. The Prevalence of Symptomatic Knee Osteoarthritis in Relation to Age, 

Sex, Area, Region, and Body Mass Index in China: A Systematic Review and Meta-Analysis. Front Med 

(Lausanne). 2020;7:304. DOI: 10.3389/fmed.2020.00304. PMID: 32766258. 

22. Becker JA, Daily JP, Pohlgeers KM. Acute Monoarthritis: Diagnosis in Adults. Am Fam Physician. 

2016;94(10):810-6. PMID: 27929277. 

23. Cooper C, Bruyere O, Arden N, Branco J, Brandi ML, Herrero-Beaumont G, et al. Can we identify 

patients with high risk of osteoarthritis progression who will respond to treatment? A focus on epidemiology 

and phenotype of osteoarthritis. Drugs Aging. 2015;32(3):179-87. DOI: 10.1007/s40266-015-0243-3. PMID: 

25701074. 

24. Mathiessen A, Conaghan PG. Synovitis in osteoarthritis: current understanding with therapeutic impli-

cations. Arthritis Res Ther. 2017;19(1):18. DOI: 10.1186/s13075-017-1229-9. PMID: 28148295. 

25. Abraham S, Patel S. Monoarticular Arthritis. In: StatPearls [Internet]. Treasure Island (FL): StatPearls 

Publishing; 2025. Available at: https://www.ncbi.nlm.nih.gov/books/NBK542164/  



TRAUMATOLOGY AND ORTHOPEDICS 

 

 

INTER COLLEGAS. Vol. 12, No.1 (2025)  ISSN 2409-9988 
 

26. Guo J, Huang X, Dou L, Yan M, Shen T, Tang W, et al. Aging and aging-related diseases: from mo-

lecular mechanisms to interventions and treatments. Sig Transduct Target Ther. 2022;7:391. DOI: 10.1038/ 

s41392-022-01251-0. PMID: 36522308. 

27. Eckstein F, Collins JE, Nevitt MC, Lynch JA, Kraus VB, Katz JN, et al; FNIH OA Biomarkers Con-

sortium. Brief Report: Cartilage Thickness Change as an Imaging Biomarker of Knee Osteoarthritis Progres-

sion: Data from the Foundation for the National Institutes of Health Osteoarthritis Biomarkers Consortium. 

Arthritis Rheumatol. 2015;67(12):3184-9. DOI: 10.1002/art.39324. PMID: 26316262. 

28. Hunter DJ, Zhang W, Conaghan PG, Hirko K, Menashe L, Li L, et al. Systematic review of the concur-

rent and predictive validity of MRI biomarkers in OA. Osteoarthritis Cartilage. 2011;19(5):557-88. DOI: 

10.1016/j.joca.2010.10.029. PMID: 21396463. 

29. Demehri S, Guermazi A, Kwoh CK. Diagnosis and longitudinal assessment of osteoarthritis: review of 

available imaging techniques. Rheum Dis Clin North Am. 2016;42(4):607-20. DOI: 10.1016/j.rdc.2016.07. 

004. PMID: 27742017. 

30. Hunter DJ, Bierma-Zeinstra S. Osteoarthritis. Lancet. 2019;393(10182):1745-59. DOI: 10.1016/S0140-

6736(19)30417-9. PMID: 31034380. 

31. Chamorro-Moriana G, Perez-Cabezas V, Espuny-Ruiz F, Torres-Enamorado D, Ridao-Fernandez C. 

Assessing knee functionality: Systematic review of validated outcome measures. Annals Phys Rehab Med. 

2022;65(6):101608. DOI: 10.1016/j.rehab.2021.101608. PMID: 34808424.  

32. Barr AJ, Campbell TM, Hopkinson D, Kingsbury SR, Bowes MA, Conaghan PG. A systematic review 

of the relationship between subchondral bone features, pain and structural pathology in peripheral joint osteo-

arthritis. Arthritis Res & Therapy. 2015;17(1):228. DOI: 10.1186/s13075-015-0735-x. PMID: 26303219.  

33. Jones KJ, Sheppard WL, Arshi A, Hinckel BB, Sherman SL. Articular Cartilage Lesion Characteristic 

Reporting Is Highly Variable in Clinical Outcomes Studies of the Knee. Cartilage. 2019;10(3):299-304. DOI: 

10.1177/1947603518756464. PMID: 29405742.  

34. Obesity and osteoarthritis: more than just wear and tear. Griffin TM, Huebner JL, Katz JN. J Am Acad 

Orthop Surg. 2013;21(5):259-69. DOI: 10.5435/JAAOS-21-03-161. PMID: 23457066. 

35. Gorial FI, Anwer Sabah SA, Kadhim MB, Jamal NB. Functional Status in Knee Osteoarthritis and its 

Relation to Demographic and Clinical Features. Mediterr J Rheumatol. 2018;29(4):207-10. DOI: 10.31138/ 

mjr.29.4.207. PMID: 32185328. 

36. Krakowski P, Karpinski R, Jojczuk M, Nogalska A, Jonak J. Knee MRI Underestimates the Grade of 

Cartilage Lesions. Appl. Sci. 2021;11(4):1552. DOI: 10.3390/app11041552. 

37. Musumeci G. The Effect of Mechanical Loading on Articular Cartilage. J. Funct. Morphol. Kinesiol. 

2016;1(2):154-61. DOI: 10.3390/jfmk1020154. 

38. Madhuchandra P, Sunil Santhosh G, Raju KP. Efficacy of synovial fluid analysis and synovial biopsy 

in diagnosing joint pathologies. IP Int J Orthop Rheumatol. 2020;4(2):61-7. DOI: 10.18231/2455-6777.2018. 

0015. 

39. Menon J. Osteoarthritis related absenteeism and activity limitations. Osteoarthritis and Cartilage. 

2015;23:A343. DOI: 10.1016/j.joca.2015.02.629. 

40. Bruyere O, Honvo G, Veronese N, Arden NK, Branco J, Curtis EM, et al. An updated algorithm rec-

ommendation for the management of knee osteoarthritis from the European Society for Clinical and Economic 

Aspects of Osteoporosis, Osteoarthritis and Musculoskeletal Diseases (ESCEO). Semin Arthritis Rheum. 

2019;49(3):337-50. DOI: 10.1016/j.semarthrit.2019.04.008. PMID: 31126594. 

41. Chua JR, Jamal S, Riad M, Castrejon I, Malfait AM, Block JA, et al. Disease burden in osteoarthritis is 

similar to that of rheumatoid arthritis at initial rheumatology visit and significantly greater six months later. 

Arthritis Rheum. 2019;71(8):1276-84. DOI: 10.1002/art.40869. PMID: 30891933. 

42. Swain S, Sarmanova A, Mallen C, Kuo CF, Coupland C, Doherty M, et al. Trends in incidence and 

prevalence of osteoarthritis in the United Kingdom: findings from the Clinical Practice Research Datalink 

(CPRD). Osteoarthritis Cartilage. 2020;28(6):792-801. DOI: 10.1016/j.joca.2020.03.004. PMID: 32184134. 



TRAUMATOLOGY AND ORTHOPEDICS 

 

 

INTER COLLEGAS. Vol. 12, No.1 (2025)  ISSN 2409-9988 
 

43. Robinson WH, Lepus CM, Wang Q, Raghu H, Mao R, Lindstrom TM, et al. Low-grade inflammation 

as a key mediator of the pathogenesis of osteoarthritis. Nat Rev Rheumatol. 2016;12(10):580-92. DOI: 

10.1038/nrrheum.2016.136. PMID: 27539668. 

 

Received: 06 Feb 2025 

Accepted: 28 Mar 2025 

Published: 31 Mar 2025 
 

Cite in Vancouver style as: Golka GG, Vesnin VV, Burlaka VV, Oliynyk AO, Fadieiev OG, Goptsy OV, 

Frolova-Romanyuk EYu. Early diagnosis of monogonarthrosis (literature review). Inter Collegas. 2025;12(1):9p. 

In press. https://doi.org/10.35339/ic.2025.12.1.gvb 
 

Archived: https://doi.org/10.5281/zenodo.15281244  
 

Creative Commons license (BY-NC-SA) Golka G.G., Vesnin V.V., Burlaka V.V., Oliynyk A.O., 

Fadieiev O.G., Goptsy O.V., Frolova-Romanyuk E.Yu., 2025 

https://doi.org/10.35339/ic.2025.12.1.gvb
https://doi.org/10.5281/zenodo.15281244

