Uploaded to VFC Website
October 2012

This Document has been provided to you courtesy of Veterans-For-Change!
Feel free to pass to any veteran who might be able to use this information!

For thousands more files like this and hundreds of links to useful information, and
hundreds of “Frequently Asked Questions, please go to:

Veterans-For-Change

Veterans-For-Change is a 501(c)(3) Non-Profit Corporation
Tax ID #27-3820181

If Veteran’s don’t help Veteran’s, who will?

We appreciate all donations to continue to provide information and services to Veterans and their families.

https://lwww.paypal.com/cqgi-bin/webscr?cmd=_s-xclick&hosted button id=WGT2M5UTB9A78

Note: VFC is not liable for source information in this document, it is merely
provided as a courtesy to our members.

11901 Samuel Drive, Garden Grove, CA 92840-2546


http://www.veterans-for-change.org/
https://www.paypal.com/cgi-bin/webscr?cmd=_s-xclick&hosted_button_id=WGT2M5UTB9A78

ANKYLOSING SPONDYLITIS

(REACTIVE ARTHRITIS OF THE SPINE)
Gabe Mirkin, M.D.

If your back is stiff and hurts when you move, if it hurts to touch two points at the side of the top of your
pelvis where it joins your spine (the sacroiliac joint), and if your back x ray shows signs of this disease,
you probably suffer from ankylosing spondylitis. You may also have pain and swelling in your eyes, lungs,
and heart valves. Most doctors think that ankylosing spondylitis is an autoimmune disease in which a
person's immunity is so stupid that it attacks and destroys the joints in his back, rather than just doing its
job of protecting a person from infection. They treat you with immune suppressants that may make you
feel better, but increase your risk for infections and cancers and shorten your life. Nobody really knows
why you have this condition, but the overwhelming evidence is that you inherited your susceptibility from
your parents and you got this condition from an infection.

When you are infected, your body protects you by making proteins called antibodies and cells called
white blood cells that attack and kill the bacteria. Your immunity recognizes each specific germ by the
structure of its surface membranes. Ninety percent of people with ankylosing spondylitis have a gene
called HLA-B27, which means that their cells have surface membranes that are like the surface
membranes on many bacteria, particularly those that grow and live in your intestinal tract. So, if certain
bacteria get into your bloodstream, your immunity recognizes these germs by their surface membranes
and makes antibodies and cells that attack and kill them. However, if the cells in your body have similar
surface membranes, your own immunity can be fooled and think that you are the invading germ and
attack and kill your own cells.

There is one more piece to the puzzle. All people with ankylosing spondylitis have changes in their
intestines that look like a disease called Crohn's disease in which they develop bloody ulcers in their
intestines and sometimes terrible cramping and diarrhea. If intestinal bacteria are to cause ankylosing
spondylitis, they have to have a way to get into the bloodstream, and the intestinal ulcers of Crohn's
disease could be the portal of entry.

Dr. Joel Taurog and his colleagues at the University of Texas Southwestern Medical Center in Dallas
developed laboratory rats that have the same HLA-B27 on their cells as that is found in people who have
ankylosing spondylitis. These rats develop the same symptoms that occur in people with ankylosing
spondylitis: joint and intestinal swelling and pain, and skin and nail lesions that look like psoriasis.

Hundreds of reports in the literature show that arthritis follows infections with bacteria such as Salmonella
that causes typhoid fever , chlamydia that causes burning on urination, and a host of germs that cause
diarrhea. Dr. Taurog showed that HLA-B27 rats that are raised in a completely germ-free environment do
not develop arthritis or Crohn's disease. This implies that people who have the HLA-B27 surface protein
on their cells will not get ankylosing spondylitis or Crohn's disease unless they are infected with certain
types of germs.

Reactive arthritis is another type of arthritis that is associated with HLA-B27 genes. It occurs after
venereal infections, usually chlamydia. and diarrhea caused by Yersinia or campylobacter. The most
promising research going on right now is looking for specific bacteria that have been shown to cause
arthritis, and then learn how to protect the body from overreacting to these bacteria, such as
Mycobacterium paratuberculosis (that is thought to cause Crohn's disease), paramyxovirus (the measles
viruses), Listeria monocytogenes (that causes diarrhea), and abnormal E. Coli that are in your intestines.

Several papers support an infectious cause for ankylosing spondylitis. People with ankylosing spondylitis
are more likely to have genital (20) or intestinal symptoms (19) or infections with mycoplasma, chlamydia
and ureaplasma (1). Virtually all patients have ulcers or changes in their gut similar to those seen in
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Crohn's disease (2,20,21,22). Sufferers often have high blood levels of IGG and IGA antibodies that the
body produces to kill Klebsiella bacteria which normally live in the intestines of healthy people
(3,4,5,5A,17,24,25). Living with a person with ankylosing spondylitis increases your risk for developing
the disease (6).

The surface structure of Klebsiella contains two molecules similar to that of a genetic marker for
ankylosing spondylitis called HLA-B27; so does another gut bacteria called bacteroides (6A). When the
pain is severe, large amounts of Klebsiella are found in stool samples, and those with ankylosing
spondylitis often have intestinal ulcers in the end of the small intestine. A low starch diet that reduces the
concentration of klebsiella has been reported to alleviate the back pain (7). Ankylosing spondylitis has
been associated with campylobacter, clostridium, salmonella, shigella, yersinia, bacteroides and klebsiella
(16).

When patients are in severe pain, many physicians prescribe immune suppressants because they help to
control pain, and there is no good evidence that long-term antibiotics help control symptoms. However, |
know of no double blinded, extended studies to test the effects of long-term antibiotics on ankylosing
spondylitis. I have successfully treated several Crohn's disease patients with a regimen of doxycycline 100
mg twice a day continuously, and metronidazole 250 mg four times a day on alternate weeks, for as long
as six months. However, | have not had this success with patients with ankylosing spondylitis. We need
research to see if the antibiotic that can kill mycobacterium paratuberculosis that may be the cause of
Crohn's disease, will also help control ankylosing spondylitis. In that case, a study should be done to see if
clarithromycin, 500 mg twice a day for many months, will help control this condition. The theory that
antibiotics may have a role in treatment of Crohn's disease and ankylosing spondylitis is highly
controversial and not accepted by most doctors; check with your doctor.

One last point: very often the severe back pain of ankylosing spondylitis can be controlled by taking
bisphosphonate drugs that are used to strengthen bones in people who have osteoporosis (18). An
exciting study from the University of Alberta in Canada shows that intravenous infusion of pamidronate, a
common drug for strengthening bones, helps to control ankylosing spondylitis. Pamidronate is a drug that
is used to treat osteoporosis and is safer than most of the drugs used to treat ankylosing spondylitis. The
doctor puts around 60 mg of Pamidronate into 500 cc of fluid and runs it into the veins slowly over 4 to 6
hours. When this is done once a week for several weeks, the pains of ankylosing spondylitis often goes
away (28)
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