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 INTRODUCTION
Arthritis” involves joint inflammation characterized by swelling, 
stiffness redness of overlying skin, pain and decreased range of 
motion  of the joints. e different forms of arthritis are Rheumatoid 
arthritis and Osteoarthritis [1] 
                 
RA is an autoimmune disorder   where there is inflammatory damage 
to the lining of the joint, called the "synovium," resulting in pain and 
swelling and loss of function in the joints mostly in hands and feet [2].  
Contrary to this Osteoarthritis can cause joint pain and stiffness 
affecting mostly the spine and the weight-bearing joints (the knees 
and hips) .  [3]
                 
RA is the most common inflammatory arthropathy worldwide and 
affects 0.75% of Indian population [4].  It is a disease of  an age-related 
incidence. It is present in all ethnic populations and at all ages, and its  
prevalence increases with age[5]. e disease follows a chronic 
course and the outcome may be unsatisfactory despite treatment. 
is is because, the etiology of RA is not properly known and the 
pathogenesis remains to be fully elucidated [6, 7].  
            
Oxygen derived free radicals have been implicated in the causation of 
RA [8 . is oxidative stress may contribute to the cyclic self-,9]
perpetuating nature of rheumatoid inflammation. It is important 
that, the predominant reaction in RA is enormous cellular 
proliferation rather than cellular destruction [10].

 e biochemical studies shows that RA patients showed a marked 
increase in ROS formation, lipid peroxidation, protein oxidation  
leading to enhance level of MDA compare to normal [11]. e age at 
onset of RA influences prognoses and helpful in treatment of the 
disease. us MDA is  one of the  prognostic marker  in the disease 
progression[12].
                  
Increased serum MDA levels in RA suggest the role of free radicals in 
the pathogenesis of this inflammatory arthropathy and support the 
need for further studies assessing the therapeutic role of free radical 
scavengers in RA [13].  Overproduction of free radicals by 
inflammatory processes in RA causes oxidative injury and damage to 
antioxidant defense system in RA patients. e elevated lipid 
peroxidation in plasma in the present study, indicated by elevated 
MDA levels can be related to a compensatory defense system in RA. 
us, MDA levels in RA could be used as biochemical marker of 
disease activity and monitor treatment response.  
                  

Osteoarthritis (OA) is other clinical condition that cause pain and 
physical disability in patients. Although OA is considered as a global 
disease affecting all joint tissues cartilage degradation is the end  
point [14]. e degradation of cartilage results from the combination 
of  m e ch ani cal  stre ss  an d bio ch emi cal  fa ctors ,  m ainly 
metalloproteinases and ROS. e activity of ROS is balanced by 
enzymatic and non-enzymatic antioxidants,that act by inhibiting 
oxidative enzymes, scavenging free radicals or chelating ion metals 
[15, 16]       .
      
ere are report of a strong association between osteoarthritis and 
advancing age. e time between symptom onset and physician 
diagnosis is a period when people with osteoarthritis can make 
lifestyle changes to reduce pain, improve function and delay 
disability[17].  proinflammatory  agents ere is over expression of  
such as nitric oxide, interleukin 1 (IL-1), and tumor necrosis factor 
(TNF) α in chondrocytes  and joint stromal cells on cellular levels  at 
the time of the onset of disease[18].
 
In the present study we estimate the MDA level in both RA and OA 
patients and compare with normal controls with respect to gender 
and age at onset .
 
MATERIAL AND METHODS:
`A total of 131 RA patients and 47 OA patients were taken from local 
Rheumatology centre of Hyderabad under supervision of 
Rheumatologist. e 97 controls  samples were randomly collected  
from general population.  MDA is used as an index for determining 
the lipid peroxidation of cell membrane as it is stable  product of lipid 
peroxidation. It was estimated as per the procedure described by  
Nadiger etal  1987 method [19]. e basic principle of the test is the 
reaction of MDA with thio-barbituric acid (TBA) to form pink colour 
compound. e optical density of this compound is taken to estimate 
the serum MDA level.
 
RESULT AND DISCUSSION
e mean MDA level in the sera of RA and OA patients were 
509.20±16.31* nmol/dl  514.18±25.23*   compared to 205.78±9.87* 
nmol/dl  in normal control samples. us statistically significant 
difference was noted in the mean MDA level of RA and OA patients 
compare to those in controls (Table-1).  ese   results support the 
role of oxidative stress induced damage in these two clinical 
conditions. Our results are concordant with those of previous studies 
[20,21].  is    indicate   free radical induce tissue damage in these 
arthritic conditions.
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 e  main objective of the  study was to investigate  the ongoing free radical induce damage in Rheumatoid arthritis  and 
Osteoarthritis patients by measuring the  Malondialdehyde (MDA)  level with a view to  gain  insight into the pathogenesis of 

these disorders. A total of 131 RA patients and 47 OA patients were studied along with  95 healthy  controls were included  in the study. e 
Mean MDA level  in RA and OA patients were  509.20 ± 16.31 nmol/dl  and 514.18 ± 25.23 nmol/dl  respectively. ese levels were significantly 
higher than that in the control group i.e 205.78±9.87 nmol/dl. e significance of increased lipid peroxidation as assessed by MDA level in these 
two clinical conditions has been discussed.
CONCLUSION: e  MDA levels were significantly increased in both RA and OA  patients indicating the ongoing free radical production.  e   
increased   MDA   levels     suggest   possible evidence  of free radical production  and damage to cellular membranes, proteins and DNA. is 

may be an important mechanism in the pathogenesis of these arthritic disorders.
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e mean MDA levels in RA patients and control samples with 
respect to gender   is depicted   in Table 2.  It was   comparable   in 
both   male  and female cases of rheumatoid arthritis. e mean MDA 
level in RA female  patients  was   511.58 ± 18.65 nmol/dl   and  in    
male counterparts  it was   500.45 ± 33.98 nmol/dl.

However in OA the mean MDA level was considerably   higher  in 
male  641.02 ± 68.52 nmol/dl  compare to their female counterpart  
488.16 ± 25.42 nmol/dl. It is likely that the increasing level shows 
positive correlation with long duration of disease.
 
e mean MDA levels do not show specific pattern of variation with 
advancing age at onset in RA patients. However in OA patients there 
is an increase in mean MDA levels with increasing age at onset from 
41-50 years range ( Table-3). e elevated levels of inflammatory 
marker is associated with the development of erosions in RA patients  
which is related with age at onset[22].
           
Since male patient to develop RA require greater genetic 
susceptibility it may be likely   that a defective scavenging system 
may lead to oxidative tissue damage. e possible defect may exist in 
the form of  a single nucleotide polymorphism  in SOD or catalase 
coding genes which may  reduce gene activity [23,24]. e elevated 
free radical generation  in inflamed joints have been implicated in 
RA. Serum MDA levels may appear to be a sensitive marker of 
inflammation in chronic auto immune disorder and helpful  in 
understanding the inflammation at cellular level.
 
Table 1 : Mean MDA Levels in  RA and OA cases 

      

*p< 0.05

Table 2: Mean MDA Levels in  RA and OA cases with respect to sex

Table 3: Mean MDA Levels in  RA and OA patients with respect to 
age ononset 
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Category Total Mean S±.E
RA 131 509.20±16.31*
OA 47 514.18±25.23*

Control 95 205.78±9.87*

Category Total Numbe
r

Male 
Mean ±.S.E

Numbe
r

 Female 
Mean ±S.E

RA 131 28 500.45±33.98 103 511.58±18.65
OA 47 8 641.02±68.52 39 488.16±25.42

Control 95 47 215.49±16.00 50 198.67±11.32

Class 
Interval

Number RA
Mean ± .S.E

Numbe
r

OA
Mean ± S.E

       10-20       9 562.67±88.60       ---        ---

       21-30     15 489.77±48.39       2 512.82±128.20

       31-40     28 473.90±38.49       7 494.50±43.59

       41-50     34 542.99±31.47     16 524.83±57.40

       51-60     34 516.60±28.12     16 484.77±28.04

       61-70       7 430.40±49.87       6 587.61±88.22

       71-80       4 496.79±92.06      --- ---

   131 509.20±16.31     47 514.18±25.23
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