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Dedication

 


 


This book is dedicated

To my wife Dorothy

And my children

Carolyn, Grace

And Kelvin

 


 


This book describes Red Wolf
Disease (Systemic Lupus
Erythematosus), Diagnosis and Treatment and
Related Diseases which is seen in some of my patients in my Family
Clinic.

 


(What You Need to Treat Red Wolf
Disease)

 


This e-Book is licensed for your personal
enjoyment only. This eBook may not be re-sold or given away to
other people. If you would like to share this book with another
person, please purchase an additional copy for each reader.

 


If you’re reading this book and did not
purchase it, or it was not purchased for your use only, then please
return to Smashwords.com and purchase your own copy.

 


Thank you for respecting the hard work of
this author.

 


 



Introduction

 


I have been writing medical articles for my
blog: http://kennethkee.blogspot.com (A Simple Guide to Medical
Disorder) for the benefit of my patients since 2007.

 


My purpose in writing these simple guides was
for the health education of my patients.

 


Health Education was also my dissertation for
my Ph.D (Healthcare Administration).

 


I then wrote an autobiography account of my
journey as a medical student to family doctor on my other blog:
http://afamilydoctorstale.blogspot.com.

 


This autobiography account “A Family Doctor’s
Tale” was combined with my early “A Simple Guide to Medical
Disorders” into a new Wordpress Blog “A Family Doctor’s Tale” on
http://kenkee481.wordpress.com.

 


From which many free articles from the blog
was taken and put together into 800 eBooks.

 


Some people have complained that the simple
guides are too simple.

 


For their information they are made simple in
order to educate the patients.

 


The later books go into more details of
medical disorders.

 


The first chapter is always from my earlier
blogs which unfortunately tends to have typos and spelling
mistakes.

 


Since 2013, I have tried to improve my
spelling and writing.

 


As I tried to bring the patient the latest
information about a disorder or illness by reading the latest
journals both online and offline, I find that I am learning more
and improving on my own medical knowledge in diagnosis and
treatment for my patients.

 


My diagnosis and treatment
capability has improved tremendously from my continued
education.

 


Just by writing all these simple guides I
find that I have learned a lot from your reviews (good or bad),
criticism and advice.

 


I am sorry for the repetitions in these
simple guides as the second chapters onwards have new information
as compared to my first chapter taken from my blog.

 


I also find repetition definitely help me and
maybe some readers to remember the facts in the books more
easily.

I apologize if these repetitions are
irritating to some readers.

 



Chapter 1

 


Red Wolf Disease (Systemic Lupus
Erythematosus)

 


(Chapter from A Simple Guide to Systemic
Lupus Erythematosus 2013 by Kenneth Kee)

 


Systemic Lupus Erythematosus, you are the
wolf in my skin

You spread your dreaded disease throughout my
being

You put your lupus red butterfly appearance
on my face

Then go on to damage my other organs like a
amazing race

 


The antibodies you produced are killing my
body cells

In skin, bones, kidneys, heart and everything
I can tell

Some medicines also give rise to you like
penicillamine

Stress and anxiety also bring out the wolf on
the scene

 


Your LE cells are diagnostic of your
involvement

You cause pain through the bones and joint
ligaments

You attack my skin, my nerves, my eyes and my
heart

Most of all you attack my kidneys tearing
them apart

 


I fear the kidney damage most of all, it will
be the cause of my death

Luckily there are medicines like cellcept to
keep you at bay

Treat my lung disease or brain dementia and
skin dermititis

Relieve the pain of my muscles, bones and
polyarthritis

 


-An original poem by Kenneth Kee

 


What is Red Wolf Disease (Systemic Lupus
Erythematosus)?

 


Red Wolf Disease (Systemic Lupus
Erythematosus) is a chronic multi-system autoimmune inflammatory
disease which attacks the whole body.

 


Systemic lupus erythematosus obtains its name
from the attacking feature of the morbid process in the late
medical stages (lupus meaning wolf).

 


It typically has a butterfly erythrematous
(red) rash on the face.

 


It is not contagious.

 


There are many kinds of lupus.

 


1. The most frequent type systemic lupus
erythematosus affects many parts of the body.

 


Other types of lupus are:

 


2. Discoid lupus erythematosus—causes a skin
rash that does not go away

 


3. Sub-acute cutaneous lupus
erythematosus—causes skin sores on parts of the body exposed to
sun

 


4. Drug-induced lupus—can be caused by
medications

 


5. Neonatal lupus—a rare type of lupus that
affects newborns.

​


Who is affected by Systemic Lupus
Erythematosus?

 


Ninety percent of lupus patients are
women.

 


Lupus involves about 10 times as many women
as men.

 


Systemic Lupus Erythematosus is more frequent
in women than in men (10:1 ratio)
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Most often, the lupus symptoms develop in
people 18 to 45 years old.

 


Though lupus is most frequent among women, it
also may involve men and children, and people of all ages.

 


Most cases begin at the age range of 15-45
years and occur less frequently between the ages of 45-70
years.

 


It occurs more frequently in blacks than in
white people.

 


What is the Cause of Systemic Lupus
Erythematosus?

 


Cause

 


Systemic Lupus Erythematosus is an autoimmune
disease.

 


The immune system is planned to attack
foreign substances or pathogens in the body.

 


If the patient has lupus, something goes
wrong with the immune system and it attacks healthy cells and
tissues.

 


This can injure many components of the body
such as the:

 


1. Joints

2. Skin

3. Kidneys

4. Heart

5. Lungs

6. Blood vessels

7. Brain.

 


Psychological problems like stress and
anxiety are not a cause of Systemic Lupus Erythematosus but have
been known to trigger off the disease.

 


Some cases are induced by medications such
as:

 


a. Hydralazine

b. Procainamide

c. Penicillamine

d. Isoniazid

 


What are the Symptoms and signs of Systemic
Lupus Erythematosus?

 


Symptoms

 


The disease may be mild to severe.
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There are also periods of remissions and
activity.

 


During the active stage:

 


Systemic
involvement:

 


1. Fever with no known cause

2. Anorexia

3. Weakness - Feeling very tired.

4. Weight loss

5. Lymphadenopathy - Swollen glands

 


Skin Mucosa
Involvement:

 


1. Typical butterfly erythrematous rash on
the face

2. Pleomorphic erythrematous and
maculopapular lesions on the face, neck and extremities.

3. Vasculitic nail bed and digital pulp
lesions

4. Hair loss (Alopecia), petechiae, bullae,
and mucous membrane lesions (Mouth ulcers).

 


Musculoskeletal
System:

 


1. Polyarthritis especially small joints of
fingers (Pain or swelling in joints)

2. Arthritis milder and non erosive compared
to rheumatoid arthritis

3. Morning stiffness and Muscle pain

4. Muscle atrophy and weakness may occur

 


Eyes:

 


1. Retinal hemorrhages and exudates

2. Cytoid bodies

 


Lungs and Pleura:

 


1. Recurrent pleurisy - Chest pain when
taking a deep breath

2. Pleural effusions - small

3. Pulmonary infiltrates

 


Cardiovascular

 


1. Pericarditis

2. Endocarditis with vegetation on the mitral
valve especially

 


Gastrointestinal

 


1. Non specific nausea

2. Gastrointestinal ulcers, hemorrhage,
necrosis

 


Renal

 


1. Focal membranous nephritis

 


2. Proliferative nephritis - deposit of
autoimmune complexes on capillary walls give rise to typical
wireloop changes and epithelial crescents in kidneys resulting in
proteinuria, hematuria and renal failure.

 


Central nervous
system:

 


1. Lesions in the brain can cause mental
disorders (dementia, psychosis, and epilepsy), chores,
cerebrovascular accidents, cranial nerve lesions.

 


2. Peripheral neuropathy of various types

 


Others:

 


1. Thrombotic thrombocytopenic purpura

2. Sjogren's syndrome

3. Anemia (a decrease in red blood cells)

Pale or purple fingers or toes

 


Less frequent symptoms are:

1. Sensitivity to the sun

2. Swelling in legs or around eyes

3. Headaches

4. Dizzy spells

5. Feeling sad

6. Confusion

7. Seizures.

 


How is the Diagnosis of Systemic Lupus
Erythematosus made?

 


Diagnosis

 


1. A history of facial butterfly rash,
systemic symptoms

2. Blood for ESR, positive ANA (antinuclear
Antibodies), LE cells

3. Full blood count for anemia, hemolytic
anemia, neutropenia, thrombocytopenia, Coombs' test (usually
positive)

4. Renal or skin biopsy

5. X-rays of the chest, abdomen and brain

6. MRI of brain, kidney,

 


There is no specific laboratory test that can
establish if a person has lupus.

 


Since many symptoms of lupus are vague
(generalized fatigue, joint pain, skin rash) that can come and go
over periods of weeks and months, it sometimes takes years for a
diagnosis to be made.

 


What are the complications of Systemic Lupus
Erythematosus?

 


Complications

 


1. Severe Dermatitis with discoid lesions
(maculopapular in nature)

2. Polyathritis with swelling of joints

3. Anemia

4. Pleural effusions

5. Hemorrhage

6. Dementia

7. Renal failure

 


What is the treatment of Systemic Lupus
Erythematosus?

 


Treatment

 


There is no cure for SLE at the present
moment.

 


Treatment is to relieve symptoms and prevent
organs from deteriorating.

 


There may be special kinds of doctors to
treat the many symptoms of lupus.

 


The health care team may involve:

 


1. A family doctor

2. Rheumatologists—doctors who treat
arthritis and other diseases that cause swelling in the joints

3. Clinical immunologists—doctors who treat
immune system disorders

4. Nephrologists—doctors who treat kidney
disease

5. Hematologists—doctors who treat blood
disorders

6. Dermatologists—doctors who treat skin
diseases

7. Neurologists—doctors who treat problems
with the nervous system

8. Cardiologists—doctors who treat heart and
blood vessel problems

9. Endocrinologists—doctors who treat
problems related to the glands and hormones

10. Psychologists

 


Patients with mild symptoms may not need any
treatment.

 


Mild Cases:

 


1. Short course of anti-inflammatory
medications such as NSAID or corticosteroids.

 


2. Rest and freedom from stress

 


Severe cases:

 


Patients with serious illness which has
affected their organ may require stronger medications:

 


1. High doses of corticosteroids initially
intravenously, followed by oral medication whose dosage is reduced
slowly to the minimum possible.

 


Corticosteroids are particularly helpful if
internal organs are involved.

 


Side effects of corticosteroids include
gastric problems, thinning of the bones, infection, facial
puffiness and cataracts.

 


2. NSAIDs such as aspirin, ibuprofen and
naproxen can reduce inflammation and pain especially in the
musculoskeletal system.

 


The side effects are stomach upset, abdominal
pain, ulcers or GIT bleeding.



To reduce the side effects, NSAIDs are
normally taken with food or H2 antagonist like cimetidine,
ranitidine.

 


3. Anti-malarial medicine such as
Hydroxychloroquine has been particularly effective for SLE patients
with fatigue, skin, and joint disease.

 


Side effects are diarrhea, upset stomach, and
eye pigment alterations.

 


Eye pigment alterations are infrequent, but
need monitoring by an ophthalmologist

 


Other anti-malarial drugs, such as
chloroquine or quinacrine, are considered

 


4. Treatment for severe skin disease skin
disease include dapsone and retinoic acid (Retin-A).

 


5. Immunosuppressive medications are used for
treating patients with more severe manifestations of SLE with
damage to internal organ.

 


Immunosuppressive medications are
methotrexate, azathioprine (Imuran), cyclophosphamide, and
cyclosporine.

 


Side effects are depression of blood cell
counts and increased risks of infection and bleeding.

 


6. Mycophenolate mofetil (Cellcept) is very
effective in lupus with kidney disease.

 


It has been able to reverse active lupus
kidney disease and maintain remission.

 


Its lower side effects made it more useful
than immunosuppresive drugs.

 


7. Plasmapheresis is used to remove
antibodies and other immune substances from the blood to suppress
immunity.

 


It has also helped to remove proteins
(cryoglobulins) that can lead to vasculitis.

 


SLE patients with low platelet levels can
have severe bleeding.

 


7. Rituximab is an intravenously infused
antibody that suppresses a particular white blood cell, the B cell
by reducing the number in the blood stream.

 


B cells play a central role in lupus action,
and when suppressed, the disease tends toward remission.

 


8. Omega-3 fish oils could help by reducing
disease activity and reducing heart disease risk.

 


9. Rest during periods of active disease:

 


Poor sleep quality can cause fatigue in
patients with SLE.

 


Sleep quality and the effect of underlying
depression, lack of exercise can have an adverse effect on the
health of SLE patients.

 


It is important to maintain muscle tone and
range of motion in the joints.

 


10. End stage kidney damage from SLE requires
dialysis or a kidney transplant.

 


What is the prognosis of Systemic Lupus
Erythematosus?

 


Prognosis

 


The prognosis is dependent on the severity of
the disease

 


The natural course of SLE differs from a
comparatively benign disease to the rapidly progressive and even
fatal disease.

 


SLE often waxes and wanes in affected persons
throughout life, and features of the disease differ greatly between
persons.

 


The course of the SLE is milder and the
survival rate higher in persons with isolated skin and
musculoskeletal features than in those with renal disease and CNS
disease.

 


The more severe cases with renal disease has
poorer prognosis.

 


How is SLE prevented?

 


Prevention

 


1. Adequate rest

2. Avoid stress

3. Avoid the sun and use sunscreen.

4. Healthy lifestyle with exercise prevents
arthritis

 



Chapter 2

 


Causes

 


Red Wolf Disease or Systemic lupus
erythematosus (SLE) is an autoimmune disorder featured by
antibodies to nuclear and cytoplasmic antigens, multi-system
inflammation, protean medical manifestations, and a relapsing and
remitting course.

 


More than 90% of cases of SLE happen in
women, often starting at childbearing age.

 


Possible mechanisms

 


It is essential to note that antibodies may
be evident for many years before the start of the first symptoms of
SLE.

 


One well known suggested mechanism for the
development of auto-antibodies is a defect in apoptosis that
produces greater cell death and a disturbance in immune
tolerance.

 


The relocation of cellular antigens during
necrosis/apoptosis causes a cell-surface display of plasma and
nuclear antigens in the form of nucleosomes.

 


As a result, dysregulated (intolerant)
lymphocytes start to attack normally protected intracellular
antigens.

 


The defective clearance of the apoptotic cell
debris permits for the continuance of antigen and immune complex
formation.

 


T cells have long been believed to play a
central part in SLE pathogenesis, and T cells from patients with
lupus show deficiencies in both signaling and action function.

 


These T cells release less interleukin
(IL)-2, and one defect in signaling appears to be linked to an rise
in calcium influx, possibly due to alterations in the CD3 signaling
subunits.

 


These actions appear to be adversely affected
in T cells from patients with SLE:

1. Effector activity such as CD8
cytotoxicity;

2. T-regulatory, B-cell help;

3. Migration; and

4. Adhesion.

 


The process by which each of these defects
adds to the precise medical syndrome seen in an individual patient
is still not known.

 


The T-cell abnormalities are at present being
examined as targets for treatment, with the recent approval of
belimumab, which attacks the B-lymphocyte stimulator (BLys)
signaling pathway.

 


Many medical presentations of SLE are
regulated by circulating immune complexes that join with antigens
in different tissues or the direct effects of antibodies to cell
surface components.

 


Immune complexes develop in the
microvasculature, causing complement activation and
inflammation.

 


Also, antibody-antigen complexes form on the
basement membranes of skin and kidneys.

 


In active SLE, this method has been confirmed
by the revelation of complexes of nuclear antigens such as DNA,
immunoglobulins, and complement proteins at these locations.

 


Auto-antibodies have been discovered to be
biomarkers for future neuro-psychiatric events in SLE.

 


A prospective study of SLE patients showed
that patients who had evidence of lupus anticoagulant (LA) had a
higher future risk of intracranial thrombosis and that those with
anti-ribosomal P antibodies had a higher future risk of lupus
psychosis.

 


A study of SLE patients, 45% of whom had
clear neuropsychiatric symptoms, showed that values of
anti–double-stranded DNA antibodies, anti-nucleosome antibody,
anti–cardiac phospholipid antibody (aCL-IgG), and
anti-β2-glycoprotein I antibodies were considerably higher in the
patients with neuropsychiatric symptoms.

 


Also, magnetic resonance imaging using 3D
arterial spin labeling showed a considerably higher incidence of
reduced frontal lobe perfusion in the neuropsychiatric group.

 


Serum antinuclear antibodies (ANAs) are
present in nearly all patients with active SLE.

 


Antibodies to double-stranded DNA (dsDNA) are
comparatively specific for the diagnosis of SLE.

 


Whether polyclonal B-cell stimulation or a
reaction to specific antigens is present is not clear, but much of
the pathology affects B cells, T cells, and dendritic cells.

 


Cytotoxic T cells and suppressor T cells
(normally down-regulate immune responses) are reduced.

 


The production of polyclonal T-cell cytolytic
activity is damaged.

 


Helper (CD4+) T cells are
raised.

 


Reports indicating important functions of
interferon-alpha, transcription factors, and signaling variations
also point to a central role for neutrophils.

 


Genetics

 


There is a clear genetic factor in SLE, with
a sibling risk ratio 8 to 29-fold higher than that in the normal
population and a 10-fold rise in disease concordance in identical
twins.

 


Also, there is a 24-56% concordance rate in
monozygotic twins, compared with a 2-5% risk in dizygotic
twins.

 


While some single genes have been indicated
to have a cause in SLE, present knowledge indicates large number of
genes being affected in a multi-factorial-type inheritance pattern
in most patients.

 


Many gene loci with a strong link with SLE
are involved in the immune and biologic systems.

 


Genes previously linked with other autoimmune
diseases have been linked with SLE (e.g., PTPN22 and diabetes; STAT4 and rheumatoid arthritis).

 


Genetic studies indicate disruptions in
lymphocyte signaling, interferon response, clearance of complement
and immune complexes, apoptosis, and DNA methylation.

 


A meta-analysis of the link of interferon
regulatory factor 5 (IRF5) with SLE found that a specific T allele,
IRF5 rs2004640, is notably linked with SLE in populations of
European, Asian, and Latin American origins, while the A allele
IRF5 rs10954213 is linked with SLE in patients of European origin
but not in those of Asian origin.

 


Overall, the IRF5 gene polymorphism was shown
to be linked with SLE in multiple ethnic populations offering
insights into the epigenetics of SLE:

1. Hypomethylation (a form of epigenetic
modification) of genes affected in osmotic lysis, apoptosis,
inflammation, and cytokine pathways, among other immunologic
functions, have been linked with SLE.

2. The higher risk of developing SLE in women
and in men with Klinefelter syndrome (i.e., genotype XXY) may
relate to enhanced expression of toll-like receptor 7 (TLR7), a
main pathogenic factor in SLE that is programmed on an X chromosome
locus.

 


Cause

 


While the specific cause of SLE is not known,
multiple genetic predispositions and gene-environment interactions
have been determined.

 


SLE is an autoimmune disorder featured by
multi-system inflammation with the production of
auto-antibodies.

 


While the precise cause of SLE is not known,
multiple factors are linked with the formation of the disease, such
as genetic, epigenetic, immunoregulatory, hormonal, and
environmental factors.

 


Many immune disturbances, both innate and
acquired, happen in SLE.

 


Innate Susceptibility

1. HLA Types

2. Immunoregulatory genes

3. Complement Levels

4. Hormonal Levels
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