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Dr Parag Sancheti.

FRCS, MS, DNB, MCh, Ph. D

A whole heartedly big thank you to Dr Parag Sancheti

for all the support rendered towards MAL

Words are not enough to express our gratitude.

His vision towards patient support group helps MAI to grow and
connect to patients and doctors all around.
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Mrs Shivani Barve.

A founder Trustee, Ex Chairperson, working in various capacities,
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still working with full strength, heart and soul for MAL

Shivani is a great warrior!

Centre for Rheumatic Diseases 'VATA VIRUDDHA YODDHA' Award :
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Founder Member of Ankylosing Spondylitis Welfare Society (ASWY)
Suffering from AS, debilitating, incurable inflammatory

arthritis of spine but the fighter sprit is unaffected.
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Mission Arthritis India [MAI]

IMPORTANT FOR ARTHRITIC PATIENTS OR ARTHRITIS SUFFERERS

WHAT IS MAI?

oo

'MALI' stands for Mission Arthritis India. It is a voluntary patient
support group formed by a group of persons who themselves are
patients of Arthritis and Rheumatism for a number of years.

Objective of ' MAI'

1.

To provide proper and scientific information and guidance
about various aspects of Arthritis and related problems.

. Topublish literature, articles, booklets etc. on different aspects

of the disease and ways & means to minimize suffering there
form.

To hold community based meetings and camps for early
diagnosis of arthritis.

To assist and focus the attention of concerned agencies in
treatment and rehabilitation of patients.

To draw media attention on various medical and social
problems of Arthritic patients.

To promote community based research on the causes and
treatment of Arthritis.

To try to cement together different systems of medicines with a
view to make better care available to the patients.

To work in liaison with Bone and Joint Decade which is
supported by W. H. O. (World Health Organisation)

Registration of 'MAI'
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. 'MALI'is Registered as a society under Registration of Society

Act 1860.

'MALI is registered as Charitable Trust under Public Trust Act
1950.

. 'MAT' has been granted permission for partial benefit in

Income Tax by Income Tax Department under section 80(G)
ofIncome Tax Act.

Affiliation of 'MAI'

1.

'MAT' is a founder member of BJD - India (Bone and Joint
Decade) and actively participates in the activities of BJD both
in India and abroad.

. '"MAT' work in co-operation with similar organisations in other

cities in India.

.'"MATI" is NOT connected with any commercial,

pharmaceutical or medical organisation.

Funding & Accounts of 'MAI'

1.

MAT' is funded by nominal annual membership fee collected
from members.

MAT receives advertisement support for its publications.

3. Donations towards its corpus.

5.

Accounts of 'MAI' are audited every year by Qualified
Charted Accountants and balance sheets are presented to all
authorities concerned, and to the members during the annual
general meeting.

MAUI' accounts are maintained with nationalised banks.

Publication of 'MATI'

1.

MAT' publishes an annual Issue on the occasion of World
Arthritis Day, which usually falls in the month of October.
This magazine contains articles from eminent professionals,
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on various aspects of the disease, its prevention and cure.

MATI' also publishes small newsletter type magazines
covering a particular aspect of Arthritis and related
information.

. MAT' proposes to publish small information booklets on

different types fo Arthritis.

4. Publications of '"MAI'" are both in English and local language
(Marathi)

5. Each 'MAI' member is provided with the above publications
free of charge.

Membership of '"MAI'

1. Membership is open to any person suffering from Arthritis and
related diseases, as well as to those persons interested in the
above.

2. MAI' charges a nominal fee of Rs. 200/- for 1 year and Rs.

500/- for 3 years to its members.

Please Google Pay to Secretary MAI
Mob. 9423571494
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Mission Arthritis India [MAI]
Reg. Office: Mission Arthritis India,
C/o. Center For Rheumatic Diseases
11, Hermes Elegance, 1988 Convent street, Camp, Pune-411001.
Contact: 9405868875/8999232351
E-mail: contact@missionarthritis.org
Website: www. missionarthritis.org
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EDITORIAL

Sharayu Bhat

Hello,

We present this special souvenir on the occasion of MAI
National Patients' Convention on 18th March 2023. This is the
7th National Patients' Convention. The theme of this year's
Convention is '"ARTHRITIS : OTHER AUTOIMMUNE
COMPLICATIONS'. Many times there are no external
symptoms but the patient feels from inside. With the symptoms
and pathological diagnostic tests the Doctor can determine the
problem and suggests exact treatment. The effects of various
types of Arthritis like Rheumatoid Arthritis , Lupus, Vasculitis,
Scleroderma etc. on verious organs are described in this issue by
eminent Rheumatologists in simple language. The treatment is
also mentioned.

Dr Sanat Phatak has explained 'Basics of Autoimmunity'
very nicely and precisely also how one should understand the
other underlined autoimmunity conditions under arthritis.

Dr Avinash Buche has explained about Blood Vessels under
the topic 'Vasculitides', which is extremely informative. One has
to understand the severity of the disease.

Dr Mohini Ganu has very well written about 'Kidneys' and
how it can get affected if arthritis is not treated well.

Dr Pravin Patil has written about 'Disorders of Endocrine
Glands' and has explained beautifully in layman's language about
thyroid pancreas and more.
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Dr Vaijayanti Lagu-Joshi has written about 'Muscles and
Ligaments' and how fatigue of muscles and ligaments is harmful.

Dr Abhishek Zamwar has written on 'Lungs' which very
well describes as to how one should observe carefully any
symptoms related with lungs as in cough, cold, fever etc. Dr
Girish Kakde has written on 'Brain and Nerves' and how arthritis
can affect on this.

Dr Nagnath Khadke has written on 'Hair and Skin' has
described very well with lots of pictures.

I am very much thankful to all these renowned
Rheumatologists for giving we patients the scientific
information on difficult topics.

During this Convention these doctors are going to give
lectures and make us understand the importance of complications
in Rheumatic diseases.

Mr Bhushan Ghate a patient from Nagpur is suffering from
'Ankylosing Spondylitis. Every year Centre for Rheumatic
Diseases (CRD) recognizes a patient with an award to a
deserving patient. This year Mr Bhushan Ghate will be awarded
with a Medal for his fighting spirit. He has narrated his story and
shown courageous spirit. [ am sure that you all will get very good
information from this souvenir. MAI is eagerly awaiting your
suggestions and feedback.

We wish you and your family a healthy, safe and peaceful
Hindu New Year!

Thank you,

Sharayu Bhat
MAI TRUSTEE
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MESSAGE

Dr. Arvind Chopra
Rheumatologist
Patients of arthritis often suffer from lifelong pain
and disability: Other than disease related complications,
there are several personal, financial, family and social
adverse outcomes. There is lack of awareness and health
education in the community. Doctors often display
negative attitudes and are ignorant of the rapid advances
in the treatment strategies for arthritis. Also, arthritis is
neglected by public health and Government health
authority. It is high time that patients of arthritis find
their voice and raise it in order to be recognized by all
concerned. M Al is an excellent platform for this and has
been active for many years.
MALI should spread its wings to bring hope and
cheer to patients all over India. The national convention
1s an important step and I wish it all the best in its

mission. I look forward to my active participation and
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pro-active role. I eagerly await to listen to the patients. |
am sure this is just a beginning which will evolve into a
regular annual feature and continue to attract patients
from all over India to share their experiences and
demand better overall holistic management rather than
only medicines. We need patient support groups like
MAI-the sensitive and caring mother for arthritis and

pain.

Dr. Arvind Chopra

Rheumatologist
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Basics of Autoimmunity

Dr Sanat Phatak

Rheumatologist

Whatis autoimmunity?

In normal circumstances, the immune system acts to
protect our bodies from bacteria, viruses and parasites. To do this,
the first step for its proper action is to recognise these harmful
elements as foreign, before destroying them. Identification is
important prior to attacking and destroying

How does the immune system distinguish self from foreign?

The immune cells have developed sophisticated
mechanisms to distinguish foreign from self. 'Innate’ cells, which
are simpler, utilise receptors that recognise patterns which are
usually not present on human cells. These are called pattern
recognition receptors and they engage only with molecular
patterns associated with pathogens (Pathogens include viruses,
bacteria, fungi, and parasites that invade the body and can
cause health issues)

We also have a more advanced system, the adaptive- that
can detect microorganisms by engaging with receptors that are
generated randomly. These cells need to especially trained to
differentiate self from foreign. In the same way that we train
children in differentiating good from bad in school, young
developing adaptive immune cells (also called lymphocytes, or T
cells and B cells) pass such a process in their formative phases in
the bone marrow or the thymus. Cells that fail this training are not
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allowed to mature. Those that do, are now 'tolerant', meaning they
will no longer attack self'tissue.

Autoimmunity and autoimmune disease:

Autoimmunity comes from mistaken identity. Sometimes
the immune system makes a mistake and identifies one's own
tissues as foreign. This implies a breakdown in self-tolerance in
the adaptive immune system.

Just recognition does not mean that the immune cells will
attack or produce inflammation. Evidence of autoimmunity, or
that there is self- recognition in the form of lab tests can be seen
in a sizeable chunk of the population. However, when there is an
immune attack on tissues, a variety of autoimmune diseases
develop.

The symptoms of autoimmune disease depend on which
tissue or organ is under attack. We often see patients in whom
their immune system attacks the joints, leading to arthritis- such
as theumatoid arthritis. There are some diseases in which a single
organ or system is under attack- such as the brain white matter in
multiple sclerosis, intestinal lining in Crohn's disease or thyroid
gland in Hashimoto thyroiditis. In others, like lupus or vasculitis,
many different organ systems may be attacked simultaneously.
For example, lupus often involves the joints, skin, kidney and
brain.

Why does autoimmune disease occur?

Like most chronic disorders like hypertension and diabetes,
autoimmune diseases usually result from a combination of
genetic susceptibility and environmental factors. The exact
combination is difficult to pinpoint.

There is a combined genetic susceptibility to autoimmune
disease as a whole. Thus a family may have one member with
rheumatoid arthritis and another with hashimoto's. Many may not
have an obvious genetic history but just a subclinical risk.
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Infections are common precipitants of autoimmunity,
especially viral infections. In some cases, why this happens is
known- mainly that to the immune cells, some human proteins
and microbial protein look similar, a phenomenon called
'molecular mimicry'. For example, human heart protein
resembles the proteins from the outer covering of the common
streptococcus bacteria. In a streptococcus infection, the immune
system might thus end up attacking the heart, leading to
rheumatic carditis. Other environmental factors such as smoking
in rheumatoid arthritis, and UV light exposure in lupus are well
known.

Can the knowledge of mechanisms help to prevent
autoimmune disease?

Genetic susceptibility cannot be changed; we can try to
minimise known environmental factors such as smoking.
However, autoimmunity in itself does not require treatment and
thus the major step to take is to treat early when symptoms do
come up.

o oo

“If you feel pain, you're alive. If you
feel other people's pain, you're a
human being.”

Leo Tolstoy
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Vasculitides

Dr Avinash Buche
Rheumatologist

Introduction:

In our body, there are various types of blood vessels. Arteries,
arterioles, veins, venules and capillaries are the names of
different blood vessels. Each type of vessel has different function
to carry out. Arteries and Veins are further classified according to
their internal diameter into large, medium and small sized
vessels. Presence of Leukocytes (White blood cells) in the blood
vessel wall and resulting vessel damage is called as vasculitis. In
other words, vasculitis is inflammation of blood vessel wall.
These White blood cells (WBCs) are part of the blood which is
flowing through these vessels. The exact mechanism and the
reason remain unknown many a times. The vasculitis is classified
as primary (causes unknown) or secondary (to some viral
infections like Hepatitis B and C or diseases like Lupus, Sjogren's
syndrome etc). The symptoms produced in various vasculitides
are either due to bleeding because of vessel wall disruption or
organ dysfunction to which the concerned vessel/vessels are
supplying blood. The symptoms depend upon the size of the
vessel involved and the site of the vessel.

The exact incidence of these diseases is unknown but are
considered rare than common arthritis like rheumatoid arthritis.

Major categories of non-infectious vasculitis:

1) Large- vessel vasculitis- e.g. Takayasu's arteritis and Gaint
cell arteritis
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2)

3)

4)
S)

6)

7)

Medium vessel vasculitis- Polyarteritis nodosa and
Kawasaki disease

Small Vessel vasculitis- Microscopic polyangiitis,
granulomatosis with Polyangiitis (GPA), eosinophilic
granulomatosis with polyangiitis (EGPA; Churg- Strauss
disease), anti-glomerular basement membrane (GBM)
disease, cryoglobulinemic vasculitis, immunoglobulin A
(IgA ) vasculitis ( Henoch- Scholein purpura [HSP] ) and
hypocomplementemic urticarial vasculitis ( anti clq
vasculitis)

Variable vessel vasculitis- Behcet syndrome and Cogan
syndrome

Single- organ vasculitis- Primary Central nervous system
vasculitis

Vasculitis associated with Systemic diseases such as
Systemic lupus erythematosus, Rheumatoid arthritis,
Sjogren's syndrome etc

Vasculitis associated with probable etiology like hepatitis C
associated cryoglobulinemic vasculitis, hepatitis B
associated polyarteritis nodosa etc

Clinical features of vasculitis

These diseases often present with severe features and can be life
threatening.

y

2)

Constitutional symptoms like fever, unexplained weight
loss, loss of appetite, fatigue

Clinical features due to dysfunction of specific organs-

Kidney- proteinuria leading to generalized body swelling,
hematuria leading to anemia and fatigue, rise in blood
pressure, kidney failure etc

Nervous system- peripheral nerve dysfunction leading to
foot drop or loss of sensations in legs or hands

Brain- Paralysis of one side of the body or stroke
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Lungs- Hemoptysis, Cavitation in lungs, cough,
breathlessness
Gastrointestinal tract- pain in abdomen due to bowel
ischemia
Ear nose throat- perforation of the nasal septum leading to
difficulty in inspiration, bleeding through nose, hoarseness
of'voice
Heart- heart attack, palpitations

3) Ischemiaofthe digits leading to digital gangrene

4) Nonhealingulcers over lower limbs

5) Reddishrashes over lower limb or dependent areas

6) Arthritis or arthralgia

Diagnosis:

Diagnosis of vasculitis is done by considering the history, blood
investigations like complete blood count, erythrocyte
sedimentation rate, C- reactive protein, Liver and kidney function
tests, urine examination, Anti neutrophil cytoplasmic antibody
test and Imaging findings like Ultrasonography, Computed
tomography (CT) angiography, magnetic resonance (MR)
angiography, Positron emission tomography (PET) scan. There
are specific criteria recommended for diagnosis by various
international rheumatology societies.

Certain tests are repeated at regular interval to see whether the
patient is responding to the treatment or not. Also, tests are
helpful to ascertain the disease activity and damage.

Treatment:

Steroids in the form of Injections or tablets are often the first line
oftreatment. Immunosuppressants are used to avoid the necessity
of taking steroids for prolonged period. There are various options
available for treatment which has improved the outcome of
patients with vasculitis. Early detection and regular treatment can
help the patients to lead a meaningful life.
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Kidneys in
Rheumatologic
Disorders

Dr. Mohini A Ganu
Rheumatologist

Though most of the rheumatologic disorders present
predominantly as joint pains , connective tissue disorders like
SLE, MCTD (Mixed Connective Tissue Disease), Vasculitis
also involve vital organs like kidneys, brain and heart. Its
important to be vigilant about internal organ involvement as the
treatment plan changes according to extent of the disease.

Kidneys are situated in posterior abdomen one on each side
of vertebral column. Each kidney is approximately 11 to 12 cms
in length, surrounded by a fibrous capsule. It is supplied by single
renal artery entering through hilus which then divides into
multiple branches. The renal parenchyma is broadly divided in
cortex (cortex is the outside layer or covering of the kidney) and
medulla. (The cortex surrounds the inside of the organ, which is
called the medulla)

The functional unit of kidney is
known as nephron. The number of
nephrons present in the kidneys at birth is
determined in foetal life. It predicts the
risk of renal disease or hypertension later
inlife.

Abdominal Medulla Cortex
aorta

vena  vein

1.Photograph of hemisection of
kidney.( Adapted from internet)
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Function of kidneys- Kidneys act as garbage chutes that
are essential for removal of toxic products of body metabolism.
At any given time one fifth of the cardiac output perfuses the
kidney. Through ultrafiltration it removes the toxic products and
maintains the electrolyte and water balance.

Hypertension- Kidneys play important role in blood
pressure regulation. Hypertension ( high blood pressure ) is the
earliest clue to renal disease. Both renal parenchymal diseases
like SLE or vasculitis with nephritsor vascular diseases affecting
renal arteries eg. Vasculitis / Takayasu arteritis or polyarteritis
nodosa causing narrowing of renal arteries and compromising
blood supply lead to hypertension.

When do you suspect involvement of the kidneys? What
are the clinical features of kidney involvement?

Main function of the kidneys is production of urine.
Patients experience passing less amount of urine. Sometimes
increased frequency and production of urine in excess amount is
seen. Normal average urine output per day is 1 to 2 litres. If it is
decreased then patients will have abnormal water retention in
body leading to swelling over feet, face or whole body.
Subsequently they may become breathless.

Kidneys are also required for maintaining electrolyte
(sodium and potassium) balance in body. Reduced kidney
function may lead to increased potassium levels in body which
may in turn alter heart functioning. Reduced sodium levels either
due to kidney affection or drugs used for increasing urine output
cause fatiguability, reduced appetite and may affect mentation
too.

Patients with kidney disease may have history of passing
frank blood in urine. This may be seen in vasculitis, systemic
lupus erythematosus, coagulopathies etc. Sometimes blood in
urine may not be visible to naked eyes but still patient might have
blood loss in urine which is visible only on microscopic
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examination. Hence routine urine examination is very essential
for every patient of rheumatologic disorders. Patients on
anticoagulants (blood thinners) have the potential danger of
excess blood thinning leading to bleeding from many sites
including kidneys.

In addition to blood loss patients may have protein
especially albumin loss in urine. With progressive loss of albumin
patients develop tendency to retain water in body leading to
development of swelling all over body.

Investigations —

Urine exam is the most essential part of routine
investigations of patients of rheumatologic disorders. It gives
idea about infections as well as internal kidney structures that are
involved. 24 hours urine collection and examination is required to
assess total volume and albumin loss.

Kidney function tests i.e. Blood urea and SR creatinine
levels give idea about functional status of the kidney. Their serial
estimations are sometimes required to assess progress of the
disease and drug effect. These are routinely checked when
patients are on DMARDs like methotrexate and
immunosuppressants  (eg.cyclophosphamide, azathioprine,
mycophenolate mofetil). Their doses are decided accordingly.

Invasive investigation like kidney biopsy is essential to
know the type and stage of kidney disease initially and sometimes
for follow up subsequently.

Ultrasound examination of the kidneys reveals structural
defects, fluid collection around kidneys as well as renal stones.

Complete blood counts, liver function test (LFT), Serum
electrolytes and ANA pattern and profile, ANCA antibodies are
few more tests required in patients suspected of kidney
involvement following rheumatologic disorder.
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What about treatment?

Doctors first try to confirm nature and cause of the disorder
(whether it is secondary to renal stones, infections, genetic,
hereditary or immunologic).

After confirming the immunologic cause doctors assess
which organs in the body are involved apart from joints (lungs,
heart, kidneys, brain skin etc).

After confirmation of kidney involvement drugs and doses
are decided according to nature and stage of the disease.

Patients need to maintain water balance by measuring fluid
intake ( water and other liquids) in 24 hours and also need to
measure 24 hours urine output intermittently . This gives idea
about how much water intake is to be taken. Serial body weight
estimation assists in assessing fluid status and treatment
effectively.

If potassium levels in blood are high then avoid green leafy
vegetables, coconut water and fruits.

In order to control your blood pressure, the salt/ sodium
intake should be low. It also assists in reducing the water retention
in patients of chronic kidney disease. Average daily intake of
sodium should be less than 2300mg/day however should be
decided in consultation with treating doctor (according to stage of
disease, fluid balance of body and treatment given).
Canned/processed foods are to be avoided as they contain salt as
preservative.

Sodium and potassium levels need to be watched
meticulously in those on diuretic therapy or drugs like ACE
inhibitors. (Angiotensin-converting enzyme (ACE) inhibitors
are medications that help relax the veins and arteries to lower
blood pressure).

Dietary protein intake can affect renal function hence
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eating right amount and right type of protein is important
especially in patients of advanced renal disease. Those with
moderate renal function (nonnephrotic patients) suggested
protein intake is .8gms/kg/day.

Specific drugs can revert the renal disease to normal in
early stages or halt the disease progression. Corticosteroids
constitute essential part of treatment of nephritis (inflammation
of kidneys) associated with rheumatologic diseases. To control
the disease the drugs are required in higher doses. While on this
drug patients may experience side effects like mooning of face,
development of diabetes or hypertention and recurrent infections.
However if taken under observation, side effects can be
minimized while saving the kidneys from permanent damage.
Never stop corticosteroids abruptly. It's always beneficial to
discuss the issue with treating doctor.

Immunosuppressants / steroid sparing drugs are also
administered to control kidney disease along with
corticosteroids. These drugs are needed for prolonged periods.
Those with end stage kidney disease may need regular dialysis (a
process of removal of toxic products in blood through machine).

Anti hypertensive drugs are required to control raised blood
pressure.

Patients have to be cautious while taking pain killers about
their effects on kidneys. Unmonitored over the counter
medication on your own is dangerous and should not be done.

Since treatment of kidney disease with rheumatologic
cause is required on long term basis, periodic routine follow up
and investigations are needed and should be done as per treating
doctors advice. This will protect you from disastrous long
complications of the disease and drugs.

o358 e
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Autoimmune Rheumatic
Diseases and Disorders of
Endocrine Glands

Dr Barkha Patil, Dr Pravin Patil

Pune Rheumatology Center Pune Rheumatology Center

Autoimmune rheumatic diseases are a group of disorders
that occur when the immune system mistakenly attacks healthy
cells in the body. This can lead to chronic inflammation and
damage to various tissues and organs, including the endocrine
glands.

The endocrine system is a complex network of glands that
produce and secrete hormones, which regulate various bodily
functions. The most commonly affected endocrine glands in
autoimmune rheumatic diseases include the thyroid gland, the
adrenal glands (A4 small gland that makes steroid hormones),
and the pancreas.

THYROID GLAND DISORDERS

The thyroid gland is a small, butterfly-shaped gland located
in the neck, which produces hormones that regulate metabolism,
heart rate, and body temperature. When the immune system
attacks the thyroid gland, it can lead to a condition known as
autoimmune thyroiditis. This can cause the thyroid gland to
become inflamed, leading to an overactive or underactive
thyroid.

Autoimmune thyroiditis is commonly associated with
autoimmune rheumatic diseases such as rheumatoid arthritis and
systemic lupus erythematosus.
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What are the symptoms of autoimmune thyroid diseases?

The symptoms of hyperthyroidism (Over active thyroid)
include weight loss despite having a normal appetite, abnormal
menstrual cycles, heat intolerance (feeling hot when other people
in the same room do not), increased sweating, palpitations,
tremors, restlessness, increased bowel movements and
nervousness.

The symptoms of hypothyroidism (Under active thyroid)
include weight gain, weakness, dry skin, impaired memory, cold
intolerance (feeling cold when other people in the same room do
not), abnormal menstrual cycles, hair loss, constipation and
depression.

Patients with both hyperthyroidism and hypothyroidism
can experience severe fatigue. Some patients with thyroid disease
may have no clinical symptoms, or the symptoms can be so mild
that they may be unnoticed. It is also important to realize that
many of the symptoms of thyroid disease are not specific,
meaning they could be caused by a variety of conditions

Given that patients with autoimmune rheumatic diseases
are predisposed to the development of thyroid diseases, screening
of these patients for thyroid diseases can be considered.
Furthermore, some of the nonspecific complaints of autoimmune
thyroid diseases such as fatigue, hair loss and joint pain can be
attributed to patient's rheumatic disease. For this reason, a
periodic thyroid disease screening can be justified to rule out
subclinical and clinical autoimmune thyroid disease.

ADRENAL GLAND DISORDERS

The adrenal glands are located on top of the kidneys and
produce hormones such as cortisol, which help the body respond
to stress. When the immune system attacks the adrenal glands, it
can lead to a condition known as autoimmune adrenal
insufficiency, or Addison's disease. This can cause the adrenal
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glands to produce too little cortisol, leading to symptoms such as
fatigue, weakness, and low blood pressure.

Addison's disease is commonly associated with
autoimmune rheumatic diseases such as rheumatoid arthritis,
lupus, and Sjogren's syndrome. The condition is often diagnosed
with blood tests that measure the levels of cortisol and other
hormones.

Why you should not suddenly stop taking steroids?

For steroid treatments lasting longer than a few days, it is
VERY important not to miss a dose, and to only stop treatment
under medical supervision. This is because after some days or
weeks of taking steroids your body (Adrenal glands) stops
making enough of its own steroids to maintain important
functions (such as blood pressure). A sudden withdrawal from
medication may cause a sharp fall in blood pressure and affect
blood sugar levels. This is known as adrenal insufficiency. You
will need to - 'taper'(gradually reduce) the dose to give your
adrenal glands time to start making their own steroids again.

Symptoms of adrenal insufficiency include:
Vomiting
Feeling extremely tired
Feeling and being sick
Dizziness
Loss of appetite and weight loss
PANCREATIC DISORDERS

The pancreas is an organ located behind the stomach that
produces hormones such as insulin, which regulate blood sugar
levels. When the immune system attacks the cells in the pancreas
itis known as autoimmune pancreatitis. This can cause symptoms
such as diarrhoea, weight loss, abdominal pain and vitamin or
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mineral deficiency
Can arthritis cause diabetes?

People living with Rheumatoid arthritis have an increased
risk of developing type 2 diabetes. Researchers have found that
people living with RA are 23% more likely to develop type 2
diabetes compared with the general population.

People living with RA may be more likely to develop type 1
diabetes, as both conditions are autoimmune disorders. A person
who has an autoimmune condition is more likely to develop
another one during their lifetime.

It is suggested that people over the age of 45 years should
get routine screenings tests for diabetes regularly, this is
particularly important for those living with RA.

Conclusion

In conclusion, autoimmune rheumatic diseases can have a
significant impact on the endocrine system and the glands that
produce and secrete hormones. Thyroid gland disorders, adrenal
gland disorders, and pancreatic disorders are some of the most
commonly affected areas, leading to conditions such as
autoimmune thyroiditis, autoimmune adrenal insufficiency, and
autoimmune pancreatitis. Patients with autoimmune rheumatic
diseases are more likely to develop these endocrine disorders and
may require regular screenings to ensure early detection and
proper treatment. It is essential for patients to discuss any
symptoms with their healthcare provider and follow medical
advice to manage these conditions effectively.

s
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Effects of Autoimmune
Diseases on Muscles and
Ligaments

Dr Vaijayanti Lagu-joshi

Consultant Rheumatologist

A

Rheumatic diseases are diverse, multifactorial diseases.
Rheumatic diseases affect not only joints but also affect muscles,
bones and periarticular tissues like tendons, ligaments,
connective tissue. Some of them are autoimmune in nature
caused due to altered immune responses against self-tissues for
example: Rheumatoid arthritis, lupus, inflammatory myositis.

There are three main types of muscles: skeletal muscles, in
upper and lower limbs that can be voluntarily controlled, smooth
muscles that are involuntary, control breathing, and digestion;
involuntary cardiac muscles, which control the function of the
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heart. Skeletal muscles travel across the length of joints and
stretch between the bones. All muscles in the body contract or
shorten when they receive nerve signals initiated by the brain.

Ligaments and tendons are fibrous bands of connective
tissue that attach to bone. Ligaments connect two or more bones
together and help stabilize joints. Since they have limited
stretching ability, they limit how far a joint moves to help protect
against injury.

Tendons attach muscle to bone. Tendons vary in size and
are somewhat elastic and connect muscles to bones. Their job is to
transmit force between the bones and the muscle.

Major tendons in body are Achilles tendon at the heel,
rotator cuffin shoulder.

, Here is a schematic
Hamstrings - i diagram of knee joint and
periarticular structures.

(Thigh Bone . . e oo
Tendinosis/ tendinitis:

Tendonitis 1is
inflammation of tendons. It
usually develops when these
tendons are overused, injured or
if there is a pre-existing
rheumatic condition. The Achilles tendon is a large tendon that
connects calf muscles to the bony calcaneum.

Psoriatic arthritis is an important cause of tendinitis
especially at heel. Long standing rheumatoid arthritis can also
cause periarticular tendinitis in knees, shoulders, wrists and
hands. Seronegative spondylo-arthropathies can cause
inflammation of tendons around hip and heel.

Symptoms usually include pain, tenderness and restricted
movement of the joints
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Tendinitis / tenosynovitis can be picked up on ultrasound.
Tendon tear:

Long standing inflammation in tendons can lead to tears.
Rheumatoid arthritis can cause such tears in extensors of fingers
of hands. It becomes difficult to lift up the finger then and that
affects the daily functioning

A rotator cuff tear is a rip
in the group of four muscles
and tendons that stabilize
shoulder joint.

Rotator cuff injuries of
shoulder are most often caused
by progressive wear and tear of
the tendon tissue over time.
Repetitive overhead activity or
prolonged bouts of heavy
lifting can irritate or damage the tendon. The rotator cuff can also
be injured in a single incident during falls or accidents.

The tears are diagnosed by ULTRASOUND / MRI
techniques.

Ligament Involvement

Inflammatory diseases like rheumatoid arthritis, psoriasis
cause synovitis and affect tendons and ligaments too. Weakened
ligaments can cause joint deformities - such as claw toe or
hammer toe, hand deformities of RA

MYALGIA

Myalgia is diffuse muscle pains. Viral infections like
Chikungunya, dengue fever can present as myalgias and
arthralgia. They generally settle with symptomatic measures and
rest.
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Fibromyalgia - a chronic condition in young females
.There is diffuse pain all over body, sleep problems, fatigue, and
often emotional and mental distress. Exercise, positive mindset,
stress relaxation are mainstay in treatment of fibromyalgia.

MYOSITIS:

The idiopathic inflammatory myopathies (IIM) are the
inflammatory muscle diseases. They are a heterogeneous group
of autoimmune inflammatory muscle conditions comprising
mainly of dermatomyositis and polymyositis. They present with
muscle weakness, myalgia, swallowing and breathing difficulties
in some. In dermatomyositis there are skin rashes as well.

The diagnosis is made by raised muscle enzymes, abnormal
electromyography (EMG), abnormal muscle biopsies and
myositis-related antibodies.

Inflammatory myositis are treated with steroids and
immunosuppresants and physiotherapy helps to strengthen
muscles

Overlap/ mixed connective tissue diseases, lupus can also
show myositis.

MYOPATHY :

In myopathy there is muscle weakness and pain but there
may not be any inflammation. Patients with Rheumatoid Arthritis
can have lower muscle mass and weakness secondary to active
joint pain and swellings or deformities of joints. Deformities and
active disease lead to impaired physical function and a greater
tendency toward physical inactivity.

Osteoarthritis of knees is a degenerative arthritis which can
also show muscle weakness due to sarcopenia and inactivity due
to pain.

Sometimes medications used in treating a number of
rheumatic disease can show myopathy. Glucocorticoids are
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powerful anti-inflammatory agents and have a variety of uses in
rheumatology. Steroid induced myopathy is a known side effect
of steroids that needs to be differentiated from active myositis.

Various autoimmune diseases can affect muscles and
periarticular structures apart from arthritis, thus correct diagnosis
and appropriate treatment are needed. Sometimes the treatment is
with medication, sometimes with physiotherapy alone or in
combination with medications and sometimes surgical repair is
necessary to tackle tendon /ligament ruptures.

o3

“Don't stress yourself It's just a bad
day not a bad life Sometimes life is
hard but it will Make you stronger
person don'tworry.”
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Lungs and
Rheumatic Diseases

Dr Abhishek Zanwar
Rheumatologist

Rheumatic diseases are a group of autoimmune conditions
that affect the joints, connective tissues, and other organs of the
body. Autoimmune diseases are conditions in which the immune
system mistakenly attacks healthy cells in the body, causing
inflammation and damage to various organs and tissues. Some
autoimmune diseases can affect the lungs, leading to respiratory
symptoms and complications.

The specific ways in which rheumatic diseases affect the
lungs can vary depending on the individual disease and its
severity. However, some common respiratory symptoms
associated with rheumatic diseases include shortness of breath,
cough, chest pain, and fatigue. Sometimes medicines given for
autoimmune disease can lead to complications like lung
infection, which may have similar symptoms. It is important for
people with rheumatic diseases to discuss any respiratory
symptoms with their healthcare provider, as early diagnosis and
treatment can help prevent or manage lung complications.

Rheumatoid arthritis (RA): RA is an autoimmune
disease that primarily affects the joints, but can also lead to lung
complications. In RA, lung involvement can occur in several
ways. One way is through the development of rheumatoid
nodules in the lungs, which can lead to inflammation and
scarring. Another way is through interstitial lung disease, which
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is a condition that affects the tissue and space around the air sacs
in the lungs. This can cause shortness of breath, coughing, and a
decrease in Lung Function.

Systemic lupus erythematosus (SLE): SLE is a systemic
autoimmune disease that can affect multiple organs, including the
lungs. Lung complications associated with SLE include pleuritis
(inflammation of the lining of the lungs), which leads to
accumulation of fluids around lungs.

This can cause chest pain and difficulty breathing. SLE can
also cause interstitial lung disease and pulmonary artery
hypertension. Very rarely SLE can cause serious complication
like diffuse alveolar hemorrhage, it happens due to inflammation
of small blood vessels of lungs leading to oozing of blood from
lungs and hemoptysis. Some SLE patients have tendency to form
spontaneous blood clots which may lead to pulmonary embolism.
(blood clot gets stuck in an artery in the lung, blocking blood flow
to part of the lung)

Scleroderma: Scleroderma is a connective tissue disorder
that can cause fibrosis (scarring) of the lungs and skin. It can
cause ILD and pulmonary hypertension. Pulmonary arterial
hypertension is high blood pressure in the arteries that supply
blood to the lungs. This can lead to shortness of breath, fatigue,
and swelling in the legs.

Sjogren's syndrome: Sjogren's syndrome is an
autoimmune disease that affects the body's moisture-producing
glands, such as those in the eyes and mouth. It can also cause
inflammation in the lungs, resulting in ILD (Interstitial Lung
Disease) . Sometimes it can also cause pleurisy like SLE.

Polymyositis and dermatomyositis: These are very rare
autoimmune diseases that affect the muscles and skin, but can
also lead to ILD and interstitial pneumonia.

Sarcoidosis: Sarcoidosis is a rare autoimmune disease that
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can cause the formation of granulomas (small clusters of cells) in
various organs, including the lungs. Lung involvement in
sarcoidosis can cause cough, shortness of breath, chest pain, and
fatigue.

Autoimmune vasculitis: Autoimmune vasculitis is a
group of autoimmune diseases that affect the blood vessels.
When it affects the blood vessels in the lungs, it can cause
pulmonary vasculitis, which can lead to shortness of breath,
coughing up blood, and chest pain. This can be life threatening
and often needs admission to intensive care units.

Idiopathic pneumonia with autoimmune features
(IPAF): This is a newly described clinical entity that is
characterized by a combination of interstitial lung disease (ILD)
and features of autoimmune diseases. The term "idiopathic" is
used because the cause of IPAF is unknown, and it is different
from other known autoimmune diseases. The diagnosis is usually
made with the help of demonstration of autoantibody with ILD.
Patients should usually have some rheumatism specific
symptoms also.

Evaluation: Xray or Ultrasound of chest and High
resolution CT scan are useful to confirm the lung involvement in
autoimmune diseases. Pulmonary function test with diffusion
studies can be helpful in assessing disease severity and response
to treatment. There are many autoantibodies panel available for
diagnosis of specific autoimmune disease and ILD.

Treatment: It usually need team comprising
rheumatologist/ immunologist, pulmonologist and rehabilitation
team. It is typically focused on controlling inflammation and
managing the underlying autoimmune condition. This may
involve medications such as corticosteroids,
immunosuppressants, and biologics, as well as other measures
care like smoking cessation, avoiding exposure to pollutants, and
managing other medical conditions like Gastroesophageal reflux
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disease (GERD) that may exacerbate the ILD. It is important to
work closely with your healthcare team to develop a treatment
plan that is tailored to your specific needs and goals. Depending
on the cause of the ILD, your doctor may prescribe medications
to suppress the immune system, reduce inflammation, reduce
fibrosis or dilate the airways. Examples of these medications
include corticosteroids, immunosuppressants, and anti-fibrotic
medicines. If your breathing is impaired, you may need
supplemental oxygen to help you breathe more easily. Pulmonary
rehabilitation is a program that combines exercise, breathing
techniques, and education to help improve lung function and
quality of life.

SR L

“Always notice the people who are
happy for your happiness, and sad
for your sadness. They are the
ones who deserve special places
inyour heart.”
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Brain and Nerves
Involvement
in Rheumatic Diseases

Dr Girish Kakade
Rheumatologist

Rheumatic diseases include different types of arthritides,
connective tissues diseases, vasculitides, myositis etc. All of
these are basically autoimmune diseases where one's own
immune system attacks their own body due to defects in
differentiation between self vs foreign. Principal tissues to be
affected are usually joints; however many other organs are also
commonly affected including the nervous system. The nervous
system can be divided into central nervous system (brain and
spine) and peripheral nervous system (nerves, neuromuscular
junctions and muscles). Each rheumatic disease can affect
nervous system in a different way, at a different time in the disease
duration. We will see about the common rheumatic diseases and
neurological involvement in them.

Rheumatoid Arthritis:

Rheumatoid Arthritis (RA) is a chronic, progressive,
systemic inflammatory disorder where joints are the primary
target. Extra-articular (other than joints) manifestations usually
appear late in disease and usually seen in patients who have
aggressive joint disease which is untreated/inadequately treated
for long durations. These manifestations are also more common
in whom antibodies for RA (rheumatoid factor and anti-CCP
antibodies) are positive than in whom they are negative (l.e.
Seropositive vs seronegative RA). RA can affect both central as
well as peripheral nervous system.
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Cervical spine involvement:

It is a late and severe manifestation of RA, usually seen in
untreated RA patients. The incidence is reducing day by day with
better availabilities of treatment facilities and better treatments as
compared to past. Atlanto-axial subluxation (joint between first 2
vertebrae in the neck) is the commonest complication which can
cause cervical spinal cord compression.The symptoms usually
are neck pain along with tingling or numbness in hands and later
can also develop motor weakness in hands. The diagnosis can be
made by simple x-ray, but sometimes MRI may be needed. Some
patients have ongoing inflammation (pannus) in these joints and
may benefit from steroids and disease modifying anti rheumatic
drugs (DMARDs), while others may need surgical intervention
to stabilise the cervical spine. This manifestation needs to be
identified at the earliest because if goes undetected this can lead
to quadriplegia (weakness in all four limbs) and even to death.

Peripheral Nerve Involvement:

Entrapment neuropathies occur commonly with RA and
can occur early in the disease. The commonest is carpal tunnel
syndrome where median nerve (nerve that supplies a part of hand)
is compressed at the level of wrist. Symptoms include tingling
and numbness in the fingers of the hands usually sparing the little
finger. It may also progress to motor weakness in these fingers.
Majority of the patients improve with the treatment of RA with
DMARDSs. A small proportion of patients may need local steroid
injection and an even smaller proportion may need surgical
procedure to release the median nerve from the compression.

Long standing Seropositive, erosive RA can sometimes
cause vasculitis (inflammation in blood vessels) which can
sometimes affect multiple peripheral nerves at the same time
(mononeuritis multiplex). This condition needs immediate
treatment with aggressive immunosuppression to prevent
permanent damage to nerves.
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Ankylosing spondylitis:

Ankylosing spondylitis is an inflammatory arthropathy that
affects predominantly axial skeleton (spine). It begins in lower
spinal joints called sacro-ileic (SI) joints and then ascends to
involve the remaining spine. In late form of the disease, it can lead
to spinal cord impingement at multiple levels and may need
surgical intervention. Early diagnosis and effective treatment can
prevent this manifestation.

Systemic Lupus Erythematosus (SLE):

SLE is a mutisystem inflammatory disease where organs
other than joints are commonly affected from the initial
presentation. Neurological manifestations are common.
Common neurological conditions seen in SLE are psychiatric
symptoms, headache, seizures. It may also cause stroke,
transeverse myelitis (acute involvement of spinal cord leading to
weakness in limbs as well as bowel/bladder incontinence);
involvement of cranial nerves, peripheral nerve involvement
(mononeuritis multiplex). Nervous system involvement in SLE
is considered as a serious manifestation and almost all the patients
usually have involvement of other major organs like kidneys,
lungs, heart etc. It needs immediate hospitalisation and
aggressive treatment with immunosuppression in most of the
cases.

Sjogren's Syndrome:

It is usually a mild connective tissue disease affecting
mainly the tear secreting lacrimal glands and saliva producing
salivary glands leading to dryness of mouth and eyes. Rarely, it
can involve nervous system ranging from involvement of brain
and/or spine with demyelinating disease to peripheral nerve
involvement. Nerve involvement again can be mild with only
sensory symptoms to mononeuritis multiplex which needs
aggressive treatment with immunosuppression.

Vasculitis:
Vasculitis means inflammation of blood vessels. Inflamed
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vessel walls reduce the diameter of the blood vessel impairing the
blood supply to the organ to which it supplies. Vasculitis can
affect any organ in the body and is usually is serious systemic
autoimmune disease. It can broadly be divided into three main
groups: large vessel vasculitis (Takayasu arteritis, Temporal
arteritis/Giant cell arteritis), Medium Vessel vasculitis
(Polyarteritis Nodosa, Kawasaki disease) and small vessel
vasculitis (ANCA associated vasculitis). Like other organs,
nervous system is also commonly affected in these diseases.

Large vessel vasculitis can cause light headedness ,
dizziness, headache and visual disturbances. They can also lead
to strokes. Medium vessel vasculitis can cause peripheral nerve
involvement including mononeuritis multiplex. Small vessel
vasculitis like ANCA (antineutrophil cytoplasmic antibodies is
a blood test) associated vasculitis (previously called Wegener's
granulomatosis, Churg Strauss syndrome) can involve peripheral
nerves in the form of polyneuropathies or mononeuritis multiplex
as well as can involve brain in the form of mass, stroke etc. These
all vasculitis warrant immediate consultation with a
rheumatologist and aggressive treatment with
immunosuppression. If left untreated, they can lead to permanent
organ damage and even to death within few days to weeks.

Apart from above mentioned diseases, there are many other
rheumatic diseases which can affect brain, spine or nerves in
different ways and at a different time duration in the disease
process. Myositis are the group of diseases which affect muscles
and cause weakness in limbs. If untreated, they can lead to
permanent muscle damage and disability. Respiratory muscle
involvement can be fatal if not treated immediately.

Thankfully, almost all of these diseases and their nervous
system involvement can be treated effectively. Early diagnosis,
prompt and timely intervention can prevent permanent
neurologic sequele as well as loss of precious life.
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Skin and Hair in
Rheumatology

Dr Nagnath Khadke
Rheumatologist

Rheumatological disorders are Auto-immune chronic
disorders. One commonly equates most of these disorders as
diseases related to joints. However in almost all of these disease
various other systems are also involved, especially skin.

Systemic Lupus erythematosus, systemic sclerosis,
sarcoidosis, vasculitis and myositis are few of the diseases where
skin involvement is in fact one of the dominant systemic
involvements. Many a times, skin manifestations can be the
presenting symptom for rheumatological disorders. These skin
manifestations often help in suspecting or sometimes even
establishing a diagnosis.

Even though many of the skin manifestations can be similar
across various diseases, not only rheumatological but infectious
ones also, a simple procedure of skin biopsy and further
investigations with histopathology (study of changes in tissues
caused by disease) and immunohistochemistry (A laboratory
method that uses antibodies) often clinches the diagnosis. This
also helps in avoiding more invasive procedures sometimes
required for establishing a diagnosis.

Skin also provides a reasonable window to the disease
activity and involvement of other systems. Therefore
improvement in the skin lesions can often co relate well with
overall improvement in disease status.
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As most of these diseases would always have a skin
manifestation one way or the other, it would be prudent to
consider those rheumatological conditions which are more
common and which have dominant skin involvement.

We will start with Rheumatoid Arthritis.
Rheumatoid Arthritis —

Extra articular manifestation in RA, like skin involvement,
usually co relates with the disease duration and severity. The
various skin manifestations commonly observed in RA are,
Rheumatoid Nodules, (firm lumps under the skin). Pyoderma
gangrenosum (large, painful sores (ulcers) that develop on your
skin, most often on your legs)., cutaneous vasculitis ( affecting
small- or medium-sized vessels in the skin and subcutaneous
tissue but not the internal organs.) (perpura / gangrene), erythema
nodosum, (atype of skin inflammation that is located in a part of
the fatty layer of skin) and livedo reticularis. (A netlike pattern of
reddish-blue skin discoloration. The legs are often affected.).

Rheumatoid nodules most commonly develop in
subcutaneous tissue and are firm, non tender and usually located
in extensor surfaces (skin surfaces on the outside of a joint) and
pressure points.

Pyoderma gangrenosum presents with single or multiple
moderate to large painful ulcers mostly on lower limbs. They can
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be seen not only with RA but multiple other diseases like
inflammatory bowel diseases, vasculitis syndromes
(inflammation of the blood vessels) and sometimes
hematological malignancies. (Hematological malignancies are
cancers that begin in blood-forming tissue)

Perpura (a rash of purple spots on the skin caused by internal
bleeding from small blood vessels.), erythema nodosum (a type
of skin inflammation) and livedo reticularis (is a skin symptom - a
netlike pattern of reddish-blue skin discoloration) we will
consider subsequently.

Psoriatic Arthritis —

Psoriasis is an auto immune
chronic disorder which affects skin,
scalp, nails as well as enthuses and
joints. In most of the cases ( 75 %),
skin condition precedes arthritis, in
15 % it develops after arthritis and
in 10 % cases the skin and joint
involvement occurs simultaneously. Majority of the psoriasis
patients develop arthritis after 5 to 15 years of skin involvement.

Joint involvement without skin involvement is termed as
"Psoriatic Arthritis sine Psoriasis" and can be difficult to diagnose
early.

Psoriasis has different morphological patterns, Plaque
psoriasis, Guttate psoriasis, pustular psoriasis and inverse
psoriasis.

Psoriasis can involve nails with, nail pitting, onchylosis
(detachment of nail plate from nail bed), onchymadesis (shedding
of the nail), trachyonychia (is a disorder of the nail), subungual
hyperkeratosis (Thickened, discolored skin under nail), splinter
haemorrhagesor discoloration of nail bed.

Psoriatic arthritis commonly involves DIP joints along with
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other small joints of hands and feet. Psoriatic arthritis can lead toa
rapidly progressive aggressive joint inflammation causing
complete destruction and deformities of the joints, called as,
Arthritis Mutilans.

Reactive Arthritis —

Reactive Arthritis is a form of spondyloarthritis
characterized by inflammatory joint, skin and eye involvement
that develops after gastrointestinal or urogenital infection,
though the infection is not often documented in all cases.

The cutaneous manifestations are distinctive enough to
differentiate it from other similar arthritides and are seen in up to
15 % of cases.

Typical cutaneous features of reactive arthritis includes,
Keratoderma blennorrhagicum, circinate balanitis / vulvitis and
keratotic plaques.

Keratoderma blennorhagicum is a symmetric involvement
of palms and soles in the form of keratotic erythematous
pappules, pustules or plaques. These are morphologically and
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histologically indistinguishable from psoriatic lesions.

Reactive arthritis also involves nail in similar fashion to
psoriatic arthritis with pitting, onchylosis anssubungual
keratosis.

Circinte balanitis or vulvitis are erythema or plaque like
lesions ot g ymrs e o T

IBD relate arthritis

Common mucocutaneous manifestations in IBD related
arthritis are Erythema nodosum, pyodermagangerenosum, sweet
syndrome and apthous stomatitis.

Systemic lupus erythematosus

Of all the auto immune diseases, SLE, is perhaps most well-
known for muco-cutaneous involvement.

SLE has quite extensive and myriad skin manifestations of
which some are SLE specific and some are SLE non specific.
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SLE non specific skin manifestations can be seen in many other
auto immune as well as non auto-immune diseases. These are
palpable perpura, urticarial vasculitis, livedoreticularis,
Raynaud's phenomenon, erythema multiforme,
periungualtelangiectasia. SLE can also produce skin lesions
similar skin lesions seen in auto immune skin disorders like
lichen planus, pemphigus and dermatitis herpetoformis.

Lupus specific skin lesions —
Acute cutaneous lupus —localized or generalized
Sub acute cutaneous lupus —annular or pappulo-squamous

Chronic cutaneous lupus — discoid lupus erythematosus,
lupus panniculitis, lupus tumidus and chillbains lupus.

Malarrash—

It's a classic butterfly rash
presenting as erythematous
pruritic pappular lesions
commonly developing in malar
distribution and mostly
precipitated by sun light
exposure is perhaps the most
well known rheumatological
rash. It can be a presenting
symptom many times and is present in large proportion, up to
60% to 90 % of SLE patients at some point of time. It also is a
part of classification criteria. Common differentials include acne
rosacea, seborrheic, atopic or
atopic dermatitis.

Sub acute cutaneous lupus —

These rashes usually start
as small erythematous slightly
scaly lesions which evolve into
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either psoriassi form or annular form. These are hard to
differentiate from psoriatic skin lesions. These are highly
photosensitive lesions.

Discoid Lupus—

These are discrete erythematous
plaque like lesions which slowly expand
and resolve with central area of clearing
with scarring, atrophy and depigmentation.

Lupus Panniculitis —

These are firm, nodular, often tender
lesions which can develop at any site and
usually resolve leaving depressed area.

Photosensitivity —

Photosensitivity is extremely common in lupus patients,
present in 60 % to 100 % of patients, who tend to develop a rash
on exposure to sunlight, which contains UV-B radiation. Rarely
patients can also be sensitive to radiation of common house lights
/bulbs or visible light spectrum.

Idiopathic Inflammatory Myositis —

These are a group of auto immune chronic diseases primarily
having inflammatory muscle involvement, although skin, lung,
and joints can also be involved in large number of patients. They
are further classified in to Polymyositis, Dermatomyositis,
Inclusion body myositis and miscellaneous myositis.

Skin is most commonly involved in “ Dermatomyositis “ in
which certain specific skin lesions are a disease defining criteria.
These cutaneous lesions may precede muscle symptoms by
months or years. Most of these skin lesions are pathognomic or
charecteristic and include Gottron papule, gottron sign,
heliotrope rash, mechanic's hands, shawl sign, “V” sign, holster
signetc..
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Gottron sign is a symmetric violaceous
or erythematous plaques or atrophic
macules over bone prominences like
knucles, elbows or malleoli..

Gottronpappules are violaceous round
flat topped papules with slight central
depression, and are most commonly seen on
knuckles, toes or elbows.

Heliotrope rash is violaceoussy-
mmetric hue of the eyelids and peri orbital
region with associated oedema. This can be
an early finding lasting for long time,
however the colour fades away and
oedema subsides with immunomodulation
theorapy.

Shawl sign, V sign and holster sign are
confluent violaceous macular erythema
distributed over upper back and neck
(shawl sign), front of the neck and chest (V sign) and lateral
aspect of thighs and buttocks ( holster sign ). With treatment these
rashes heal with patchy depigmentation. If the lesions progress to
ulceration, it is a poor prognostic sign.

&
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Mechanic's hands are hyperkeratotic, scaly,
hyperpigmented, fissuring, symmetric and non pruritic lesions
over thumd, index and middle fingers. These are commonly
present with anti synthetase syndrome.
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Telangiectasia,
livedoreticularis, Raynaud's
phenomenon are some of the types
of skin lesions some times observed
in Myositis.

Systemic Sclerosis —

Also known as scleroderma,
this is a chronic auto immune
disease with pathognomic involvement of the skin. In fact this is
one rheumatological disorder where the skin involvement in
itself is enough for establishing diagnosis The manifestations can
range from primary skin involvement to significant systemic
involvement.

Scleroderma —

This is a symmetric thickening, tightening and induration of
the skin. If limited to area distal to MCP joints and face, it is called
as limited sclerosis and if it extends to area proximal to this joints
and other body parts, it is called as diffuse scleroderma.

Skin changes evolve through three sequential phases..

First and earliest phase is oedematous phase characterized
by puffiness, swelling and decreased flexibility of the face,
fingers and hands. In the second phase there is progressive
induration causing gradual
diffuse sclerosis. The affected
skin appears shiny, taut,
thickened and bound down
leading to a pinched nose, loss of
wrinkles over face and mask like
face. Eye lid retraction is difficult.
In the final phase which develops
after many years, skin becomes
thin, atrophic and tightly tethered
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to underlying tissue. In severe cases, finger contraction or ulcers
on bony prominences can also develop leading to functional
disability.

Raynaud's Phenomenon —

It is one of the earliest symptom of scleroderma seen in
fingers, toes, ears and nose. It presents with sequential changes in
skin colour from pallor followed by cyanosis ending with rubor as
reperfusion occurs.

Salt and Pepper Skin Rash —

Skin thickening is usually
accompanied with pigementary
changes. Salt and papper appearance is
commonly observed over forehead,
neck, chest and upper back.

Digital Ulcers —

Though a skin finding, the
cause for these ulcers which develop
at finger tips is vascular
involvement. These occur due to
chronic ischemia, can lead to |
secondary infection and are slow to
heal. Up to 25 % of such ulcers may
progress to gangrene and auto
amputation.

Telangiectasia —

These are erythematous matted
skin lesions of vascular origin which
blanch on pressure. They primarily
develop on palms, face, oral mucosa.
They are indicative of ongoing vascular
injury and are associated with increased
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risk of pulmonary hypertension.

Calcinosis — These are deposits of
calcium phosphate in soft tissues which
can be visible to naked eye. They can
occur at any site and are painful, hard
and adherent to underlying tissue with
infection or fistulization as possible
complication.

Skin manifestations in systemic vasculitis
Palpable Perpura—

Unquestionable one of the
commonest manaifestation which begin as
tiny macular erythematous lesions
progressing to becomes papules or
plaques. It is most common in legs, ankle
and feet.

Urticarial Vasculitis —

Unlike ordinary urticarial which
usually resolves in 24 hours, the urticarial
vasculitis, characterized by wheals, persists
2-3 days.

Nodular Vasculitis —

Nodules in vasculitis are typically
observed in lower limbs, and are typically
small hard tender and inflammatory.

Livedoreticularis —

It'sa reddish blue mottling of the skin
in retiucalar pattern. It can be seen in |
various connective tissue diseases as well
and can be differentiated by morphological
variations in pattern.
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Necrosis, gangrene, pyodermagangerenosum, superficial
thrombophlebitis, granuloma and panniculitis are some of the
other common skin manifestations that can be observed in
different systemic vasculitis.

Erythema Nodosum —

It's a very common skin lesions across inflammatory
arthritis, connective tissue disease and vasculitis. It is usually
sudden in onset and common over lower limbs. It presents as
single or multiple firm tender subcutaneous nodular lesions. They
usually resolves within days or weeks, without scar formation.

Behcets Disease —

Complex aphthosis is the mucosal hallmark of the disease
and are presenting symptom in
25-75 % cases. These are mostly
recurrent. They are usually
difficult to distinguish from the
ordinary oral ulcers. Sometimes
they are herpetiform. Genital
ulcers are seen in 60-80 % cases.

Pseudo-folliculitis,
observed in 40-60 % cases, and is commonly seen on trunk,
limbs, buttocks and genitals. It
is non follicular erythematous
papule that becomes pustular
and either resolves or ulcerates.

Various nodules which are
erythema nodosum like also
occur in behcets disease.

skin involvement due to
cutaneous drug toxicity

while skin involvement is extremely common because of
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various diseases, one cannot neglect the possible skin
involvement as a side effect of various drugs used in treatment of
such diseases.

Non steroidalanti inflammatory drugs

NSAIDs can cause allergic reactions ranging from transient
skin rash to extremely fatal conditions of stevens Johnson
syndrome or Toxic epidermal necrolysis.

Sulphasalazine: It can cause transient pruritic skin rash
which usually resolves after stopping drug. However it can cause
a peculiar hypersensitivity syndrome with lichenoid skin
eruptions or sometimes TEN or SJS. Sulphasalazine also causes
orange discolouration of the sweat.

Hydroxychloroquine: it can commonly cause pruritis,
increased photosensitivity and characteristic greyish blue
discolouration of skin. These drugs are contra indicated in
psoriasis as they can exacerbate skin psoriasis as well as psoriatic
arthritis.

Methotrexate : Skin toxicity is rare but it can sometimes
cause paradoxical worsening of rheumatoid nodules.

Leflunomide: Allergic skin rash and alopecia are possible
side effects.

Glucocorticoids: Glucocorticoids ( steroids in common
tongue ) have numerous side effects which are seen with long
term use. Common side effects on skin are striaec formations or
thinning of skin, which can lead to recurrent perpura or
ecchymosis.

Biologic drug treatment: Though biologic drugs have less
systemic side effects, rarely they can cause certain skin related
side effects.

Anti TNF agents can cause psoriasiform lesions, sometimes
immediately after first dose or sometimes several months later. In
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such a scenario the drug needs to be
switched or stopped and rarely
treatment for psoriasis can be
required.

These injections can also cause
localized skin eruptions resembling
eczema or atopic dermatitis.

Hair involvement : Diffuse
alopecia is very common but non
specific in SLE. It commonly
happens during active disease phase
and recovers as the disease activity
settles down. However the new hair
are fine and slow to grow.

Scarring alopecia, common in
discoid lupus is specific for SLE. It
is permanent in nature.

Diffuse alopecia is also common during active phase of
various connective tissue disease and vasculitic diseases. It can
usually recover with settling of disease activity.

Diffuse alopecia is also possible with certain drugs which are
commonly used in treatment of rheumatic diseases. The most
common culprits are cyclophosphamide, leflunomide and

methotrexate.

Do's and Don'ts for patients

m Neverneglecta skin lesions and immediately report it to your

rheumatologist

m  Anew skin lesion development should be taken seriously as it
may denote an entire new disease condition, change in
disease activity or possible side effect of the ongoing

medications.
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Skin biopsy is a minor procedure and does not disfigure your
skin. Moreover it is better than other invasive diagnostic
procedures.

Photosensitivity is common and can be easily managed with
sun protecting topical agents with high SPF ( sun protection
factor)

Skin and hair related side effects of anti rheumatoid
medication, though common, are not permanent and usually
resolve completely with stopping of the drug.

Following proper treatment as advised by your
rheumatologist is a good way to protect your skin and hair,
from disease as well as drug related effects.

B

“There are no guarantees that your
life is ever going to be easy. So
when it gets hard, remind yourself
to stay strong and never give up
because better days are coming.”

Roger Lee
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AS WARRIOR

Bhushan Ghate

I am Bhushan Ghate, - age 46, an Ankylosing Spondylitis
patient, residing in Nagpur. I am a Founding member and
coordinator of Ankylosing Spondylitis Welfare Society (ASWS)
a non-profit organisation started by the people affected by AS for
the people affected by AS.

Taking you all some decades ago, I commenced
experiencing pain in my right shoulder and right hip during my
teenage years around 1988-89. Pain meant a visit to the
orthopaedic doctor who with his vast knowledge and experience
prescribed drugs, mainly painkillers and anti-inflammatory. In
those years a “Rheumatologist” was not heard of, so any
knowledge or information on AS was asking for too much. That
was an era of pre-internet so even Dr Google was not available to
assure me that I was not the only one going through this
unbearable pain. What followed was that all who felt such pain
would go through the same process and would visit one doctor or
another without any significant relief.

Now comes the reality — the first diagnosis that was done was
sickle cell anaemia and then taking my symptoms into
consideration it was pronounced as Rheumatoid Arthritis (RA). I
was diagnosed with RA. Recollecting those days, when kids of
my age were spending time in playgrounds, most of the time [ was
waiting in queues at various hospitals and clinics to be checked by
a doctor and while my classmates were attending school, I would
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be visiting pathology and radiology laboratories.

If all the above was not enough to keep me busy with other
things than my studies, just a fortnight before the matriculation
exams my health deteriorated and this led to my father carrying
me to the exam centre on bicycle, where even though while going
through a lot of pain, I somehow managed to give my exams.
Then comes the next phase where just after the exams, during
1991, when most of my friends were vacationing and enjoying,
my bed became by best friend for more than 6 months. Rigorous
physiotherapy which included heavy traction to strengthen my
legs from hip and knees accompanied by heavy doses of
painkillers was used to bring some kind of normalcy to my life but
this line of treatment made me experience the most excruciating
pain which did not seem to end.

It was just the beginning of a long tenure of such kind of pain
for years to come. My future was full of such unbearable and
excruciating pain. Seeking a better treatment to get rid of my pain
kept me functionally mobile, hobbling and grimacing with
unbearable pain making it a daily struggle. During the latter half
of 1996, came the last blow where my health just spiralled
downhill and resulted in me being HOMEBOUND and
BEDRIDDEN —such a cruel thing to happen at an age which was
meant to learn, explore, run, jump etc.

I was not only having unbearable pain but also was
physically and financially dependent on my family members.
Last but not the least my education came to a complete halt. My
dreams and aspirations of becoming a CA crashed as I could not
even complete my graduation.

The reality that followed made me realise that when any
member of a family is suffering from such health issues its
devastating effects are not limited to that one individual but rather
the entire family is destroyed and has to go through the suffering.
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My chances of pursuing my educational goal were over but
my siblings had to help my parents in taking care of me. They also
suffered in their education and career. My father's savings took no
time to dry up as the search for my treatment continued. My
mother too became homebound due to the responsibility of taking
care of me while I lay in bed and saw the clock ticking by, with
unbearable pain and losing my self-esteem as each day passed.

Now this is not the unique story of Bhushan Ghate only.
There are many such Bhushan Ghate's out there who have
suffered, are still suffering and will continue suffering the same
plight. When such other AS warriors (the term we have coined for
all those fighting this devastating health issue), get in touch with
me under the umbrella of ASWS, I can exactly relate with what
they are going through. Many don't even have family support
which I was lucky to have. I feel that I am a mute spectator
because even after so many years the treatment for AS is not
affordable and beyond the reach of many. Still so many are not
properly diagnosed leading them to be bedridden. If they are
diagnosed it is at a later stage where the disease has advanced and
caused a lot of damage to the joints.

Bringing your thoughts back to the saga that happened in the
year 2006, finally the truth prevailed that all that had destroyed
my life was AS. This was after a lapse of 17-18 years from when
the pain had started. In a span of this time, | had already suffered a
lot of pain but that was not all. It had also caused my body major
irreversible damage. Once the cat was out of the bag that it was
AS, the doctor's pen jotted down the name of a few biologics and
explained to me that there was no cure for this AS but it could be
controlled and pain would reduce. Hearing this I had a thought in
my mind --- “cannot be controlled” well does this mean it can
cause more damage than it has already done?

Biologics then were four times costlier than what they are
now. One injection of biologics which cost Rupees Five thousand
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per week today, costed twenty thousand rupees per week in those
days. Belonging to a middle-class family and all the struggles of
the past years had dried up the family savings.My younger
brother came to my rescue as he had a job, still his income was not
enough for my biologics. But he opened up all his coffers to pay
my medical bills which included biologics and daily home visits
of a physiotherapist. This helped me to step out of bed and stand -
something better than nothing, but it resulted in leaving a big hole
in the pockets of my brother leaving him with no savings.

A year backmy doctor once again prescribed me biologics.
My brother had started a family of his own and had
responsibilities towards them so my burden and responsibility
was shouldered by the young and strong shoulders of my younger
sister. She assisted in bridging the shortfall that accrued even after
spending the retirement savings of my father.

During all these years of struggle with pain, fatigue and brain
fog caused by AS, I was left with no time, energy or opportunity
to complete my graduation. [ am sure many reading this might be
thinking and saying I should have tried some work from home,
well it's not that I did not think about it or try doing it. The reality
was that theunbearable pain would not allow me to work even for
an hour. This deprived me of having a professional life resulting
in me being completely dependent on my family members.

In a nutshell, it would be prudent to say that early diagnosis,
financial stability and awareness regarding any rheumatic disease
is important to fight with chronic pain and its physical damage
causing abilities. Even the members of Mission Arthritis India
(MATI) would relate with my story because the name of our
disease might be different but the fight with chronic pain and
struggle with day-to-day life is same. The main objective of
ASWS is similar. We want to spread awareness about Ankylosing
Spondylitis and give moral, emotional and financial support in
treatment to needy AS warriors. ASWS promotes awareness of
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the disease through media such as conferences, social media
platforms, webinar, talks by various doctors and also organizes
fundraising events for members with life-threatening conditions.

ASWS, as an organisation, has just taken birth and is in the
process of taking baby steps to achieve our goals. We admit that
we are very lucky to have the guidance of MAI right since our
inception. Sharayutai Shivani ji and Deepa ji have always
supported ASWS through this journey. We hope to take this
collaboration ahead and make it stronger in the coming days.

In the end, I would like to thank the Centre for Rheumatic
Disease and Mission Arthritis India for giving me this award.
Such awards give recognition not only to me but also the entire
ASWS team and other AS Warriors who are equally working
hard to ease the pain of AS warriors and helping them lead a
normal life.

Thank you

“When you wake up in the morning
be thankful for another chance at
life and be proud of yourself for
having the strength to continue
moving forward through life’s
difficult journey.”

Roger Lee
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g¢ ATE 033 W TEHRIAT

. o &t AFRSA ‘SR [RBR

BT guT ST - FRCS, MS, DNB, MCh, PHD.

‘g = fafqy AR BRIBAAT SRS HIadd
3T SreFeduela METTATATST ST TRIST HAA A=Y

FIS AZHIT A ST, T AN ATATATATST

STHY QTe& IR 3.

TR, JFET G FA EA YeIaTE &l

81 gRATF VSIS ‘a1 fawe Al b, -

<t frarsh o4,

‘AL AIATIAH AT, AT ST,

fafay Semar=an aR gegun=ar, JateAT ATSFT,

RA, OP, Epilepsy §. Si#IR sSRiell =1 3di=l ‘AIg'Sr B
ST ST AATITGS] BROT=AT Rrar=i Fi=Ar FAT= FHT.

Her Bk “gAfes fefasw (CRD) ‘o faws diar bR -
i1 HYOT T1E, ABPIYR.

FAMTeB F&ET —Ankylosing Spondylitis Welfare Society (ASWS).
ISR AVFS AT AT SSRIAT AHE ST

ATT T BRI BN 5T ATATT ATHITATATST FEAT TFHTGUIRT
Eefarst SATET HYUT AT ATAT ATATET FH.




Are You A MAI Member ?
If Not.. Become One Now !

Concession for MAI Members Only

CONCESSION ON

Center For Rheumatic Diseases
11. Hermes Elegance, 1988, Convent Street, Camp, Pune 411001. Maharashtra
Phone : 020: 26348529

Pathological Test

A. G. Diagnostics Pvt. Ltd.
Nayantara Bldg. Bhandarkar Rd. Pune 411004.Phone :020-67637673
Pathological Test, Stress Test, 2D Echo,
Xray, Ultrasound, Mammography
CONCESSION AVAILABLE AT ALL BRANCHES

Dhande Laboratory
Chinar Apartment, Sheelavihar Colony Opp. Paud Phata Police Station, Paud Road,
Pune 38. Phone : 25432950, 25459494, 25452020
Pathological Test
CONCESSION AVAILABLE AT ALL BRANCHES

Naik XRay & Bone Density Center
Vishnu Darshan, 1132/3, Fergusson College Rd, Near Hotel Lalit Mahal, Maharashtra
Phone : 020 - 25652880. X-Ray, BMD, Ultrasound, OPG X-Ray

Ezzy Medicals
Shop No. 14, Kumar corner, Camp, Pune 411001. Maharashtra.
Phone: 020- 26344247 [ 9730042962

Membership fees Rs.200/- for 1 year Or Rs. 500/- for 3 years
may be paid by cash or cheque to be drawn in favor of 'Mission Arthritis India"
OLD MEMBERS ARE REQUESTED TO RENEW THEIR MEMBERSHIP TO AVAIL DISCOUNT

For Renewal Of Mai Membership : Google Pay No: 9423571494 Mai Secretary
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