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Regular Meetings
Homestead Restaurant




Main St Samford 

Every Tuesday 6.30pm for 7pm
Apologies to





Chrissy Wilkinson 






0417766608
By 12pm Tuesday of the Meetings

chrissysvrc@gmail.com
Duty Roster

	Tuesday 
	05 Oct 10
	12 Oct 
	19 Oct


	26 Oct 10

	Chairman  :
	Simon Grant
	Eric Leese
	John Broadbent
	Peter Gloor

	Asst Treasurer :
	Warren Hampton
	Bob Millar
	Chrissy Wilkinson
	Tony F

	Meet & Greet
	Brain Hansford
	Rob Robinson
	Janelle young
	Simon Grant

	Sergeant
	Lorelle Holcroft
	Ian Ruffles
	Craig Anderson
	Warren Hampton

	Bulletin Article
	Paul Jackson
	Daryl Scott
	Annie Colledge
	Brian Hansford

	Hot Seat
	Tony Freeman
	Lee Kenny
	Ian Spiller
	Bob Dunn

	Speaker
	Club Forum
	Vocational Visit 
	DG Eric Wood
	



Attendance 

28 Sep 10
Apologies: Lorelle, Ian S, Barry 
Make-up. 
Date Claimer
Junior Diabetes needs your support!

Sunday 17th October at Victoria Park, Herston

We are still a little short of volunteers for Walk day (and Saturday set-up) and would love some help if you have any spare pairs of hands who would be willing.  Attached is our volunteer registration form (or just email me to let me know you’re available on the day) and any help is much appreciated.  If you have any preferences for a job you’d like to do on Walk day just let me know.
Thanks in advance for any time you can offer.  The Walk wouldn’t be a success without our volunteers and your support is invaluable to us.

Warm Regards,

Georgina Duncan

Development Coordinator - Queensland

Juvenile Diabetes Research Foundation

dedicated to finding a cure

GPO Box 177 Brisbane QLD 4001

w: 07 3831 0544  f: 07 3236 9634 m: 0421 749 562

www.jdrf.org.au
This weeks Bulletin article from Paul Jackson 

Poliomyelitis – A Disease Exposed

Since Rotary raises significant funds worldwide for vaccination against Polio every year, I thought that a few medical facts concerning the virus in question would be of interest to Samford Rotarians (with apologies to the Prof, who has probably covered this subject in greater detail over the years).

The Virus

The polio virus is comprised of a single stranded RNA genome enclosed in a protein shell (or capsid) which protects the RNA and enables the virus to infect certain types of cells. The virus prefers to inhabit the gastrointestinal tract and only causes disease in humans. Three different serotypes of poliovirus have been identified (PV1, PV2 and PV3), each with a slightly different capsid protein. All serotypes are extremely virulent and produce the same disease symptoms. To ensure that vaccination is successful, humans must be vaccinated against all three serotypes.
Vaccinated individuals produce IgA antibodies against poliovirus in the tonsils and gastrointestinal tract, thereby blocking virus replication, whilst IgG and IgM antibodies prevent the spread of the virus to motor neurons of the central nervous system.
Virus Transmission

Poliomyelitis is highly contagious and spreads easily by human-to-human contact, with an incubation period of usually 6 to 20 days (maximum range - 3 to 35 days). The disease is transmitted primarily via the faecal-oral route, by ingesting contaminated food or water. Polio is most infectious between 7–10 days before and 7–10 days after the appearance of symptoms, but transmission is possible as long as the virus remains in the saliva or faeces.

Although the virus can cross the placenta during pregnancy, the foetus does not appear to be affected by either maternal infection or polio vaccination. Maternal antibodies also cross the placenta, providing passive immunity that protects the infant from polio infection during the first few months of life.
Pathophysiology

Poliovirus enters the body through the mouth, infecting the first cells it comes in contact with—the pharynx (throat) and intestinal mucosa. The virus hijacks the host cell's own machinery, and begins to replicate, dividing within gastrointestinal cells for about a week, from where it spreads to the tonsils, the intestinal lymphoid tissue and the deep cervical and mesenteric lymph nodes, where it multiplies abundantly. The virus is subsequently absorbed into the bloodstream.

Paralytic polio

Following infection, denervation of skeletal muscle tissue to poliovirus infection can lead to paralysis. In around 1% of infections, poliovirus spreads along certain nerve fibre pathways, preferentially replicating in and destroying motor neurons within the spinal cord, brain stem, or motor cortex. This leads to the development of paralytic poliomyelitis, the various forms of which (spinal, bulbar, and bulbospinal) vary only with the amount of neuronal damage and inflammation that occurs, and the region of the CNS that is affected.

Early symptoms of paralytic polio include high fever, headache, stiffness in the back and neck, asymmetrical weakness of various muscles, sensitivity to touch, difficulty swallowing, muscle pain, loss of superficial and deep reflexes, paresthesia (pins and needles), irritability, constipation, or difficulty urinating. Paralysis generally develops one to ten days after early symptoms begin, progresses for two to three days, and is usually complete by the time the fever breaks.

Diagnosis

Paralytic poliomyelitis may be clinically suspected in individuals experiencing acute onset of flaccid paralysis in one or more limbs with decreased or absent tendon reflexes in the affected limbs that cannot be attributed to another apparent cause, and without sensory or cognitive loss.
A laboratory diagnosis is usually made based on recovery of poliovirus from a stool sample or a swab of the pharynx. Antibodies to poliovirus can be diagnostic, and are generally detected in the blood of infected patients early in the course of infection. Analysis of the patient's cerebrospinal fluid (CSF), which is collected by a lumbar puncture ("spinal tap"), reveals an increased number of white blood cells (primarily lymphocytes) and a mildly elevated protein level.

Passive immunization

In 1950, William Hammon at the University of Pittsburgh purified the gamma globulin component of the blood plasma of polio survivors. Hammon proposed that the gamma globulin, which contained antibodies to poliovirus, could be used to halt poliovirus infection, prevent disease, and reduce the severity of disease in other patients who had contracted polio. The gamma globulin approach was later deemed impractical for widespread use, due in large part to the limited supply of blood plasma. The medical community thus turned its focus to the development of a polio vaccine.

Active Vaccination
The first polio vaccine was developed by the virologist Hilary Koprowski (given to an eight-year-old boy on February 27, 1950) and was based on one serotype of a live but weakened (attenuated) virus. Koprowski continued to work on the vaccine throughout the 1950s, leading to large-scale trials in the then Belgian Congo and the vaccination of seven million children in Poland against serotypes PV1 and PV3 between 1958 and 1960.
In 1952, Jonas Salk produced the first inactivated virus vaccine (IPV) by growing the poliovirus in a type of monkey kidney tissue culture (Vero cell line), which is then chemically inactivated with formalin. After two doses of IPV (given by injection), 90% or more of individuals develop protective antibody to all three serotypes of poliovirus, and at least 99% are immune to poliovirus following three doses.
Later on, Albert Sabin developed another live, oral polio vaccine (OPV), by the repeated passage of the virus through non-human cells at sub-physiological temperatures. The attenuated poliovirus in the Sabin vaccine replicates very efficiently in the gut, the primary site of wild poliovirus infection and replication, but is unable to replicate efficiently within nervous system tissue. A single dose of Sabin's oral polio vaccine produces immunity to all three poliovirus serotypes in approximately 50% of recipients. Three doses of live-attenuated OPV produce protective antibody to all three poliovirus types in more than 95% of recipients.

Two types of vaccines are used throughout the world to combat polio (IPV and OPV), efficiently blocking person-to-person transmission of wild poliovirus, thereby protecting both individual vaccine recipients and the wider community (herd immunity). Because OPV is inexpensive, easy to administer, and produces excellent immunity in the intestine it has been the vaccine of choice for controlling poliomyelitis in many countries. On very rare occasions (about 1 case per 750,000 vaccine recipients) the attenuated virus in OPV reverts into a form that can paralyse. Most industrialized countries have switched to IPV, which cannot revert, either as the sole vaccine against poliomyelitis or in combination with oral polio vaccine.
Treatment

There is no cure for polio, therefore the focus of modern treatment has been on providing relief of symptoms, speeding recovery and preventing complications. Supportive measures include antibiotics to prevent infections in weakened muscles, analgesics for pain, moderate exercise and a nutritious diet. Treatment of polio often requires long-term rehabilitation, including physical therapy, braces, corrective shoes and, in some cases, orthopaedic surgery.
Portable ventilators may be required to support breathing. Historically, a non-invasive negative-pressure ventilator, more commonly called an iron lung, was used to artificially maintain respiration during an acute polio infection until a person could breathe independently (generally about one to two weeks). Today many polio survivors with permanent respiratory paralysis use modern jacket-type negative-pressure ventilators that are worn over the chest and abdomen.
Prognosis

Patients with abortive polio infections recover completely. In those that develop only aseptic meningitis, the symptoms can be expected to persist for two to ten days, followed by complete recovery. 
For spinal polio cases, if the affected nerve cells are completely destroyed, paralysis will be permanent; cells that are not destroyed but lose function temporarily may recover within four to six weeks after onset. Half the patients with spinal polio recover fully; one quarter recover with mild disability and the remaining quarter are left with severe disability. The degree of both acute paralysis and residual paralysis is likely to be proportional to the degree of viremia, and inversely proportional to the degree of immunity. Spinal polio is rarely fatal.
ROTARY CLUB OF SAMFORD VALLEY
Tree planting at Undambi Rotary Reserve
Sunday morning, October 3, 2010
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Craig Anderson, Bob Christie of the Upper 
South Pine Bushcare Group, and Cr. Bob Millar
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It’s been said before, but many hands do make light work
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Featuring Lee Kenny                                              Some more of our Club’s volunteers






The Four Way Test 


Of things we think, say or do 


1. Is it the truth? 


2. Is it fair to all concerned? 


3. Will it build goodwill and better friend-ships? 


4. Will it be beneficial to all concerned? 








Rotary Grace 





O Lord, and giver of all good, We thank Thee for our daily food. May Ro-tary friends and Rotary ways Help us to serve Thee all our days. 


Amen 








