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Fluorescent Antibody Test

Fluorescence microscopy requires a special type of light source, usually a
mercury lamp. The light from the lamp passes through special colored filters
which only allow light with distinct wavelengths to pass. When this narrow
band of light hits the specimen, certain compounds in the specimen (either
natural compounds or added fluorescent chemicals) capture the light and
reflect it back up as light with a lower energy. This reflected light is detected
either with the viewer's eye, or with sensitive detectors. Because this type of
microscopy uses reflected light on a dark background, very small amounts of
light (and of your sample) can be seen. Fluorescent compounds include
natural compounds such as chlorophyll, as well as certain DNA-binding dyes
Buch as ethidium bromide and DAPI

The Direct Fluorescent Antibody Test
detects the presence of a particular antigen (typically a specific protein on
Bthe surface of a virus, bacterium or other microbe
Fluorescent chemicals are attached to the constant region of an antibody. If
the antigen is present, the antibody binds to generate a very specific, very
Bensitive protein tag



Clotting is the body's normal response to a bleeding
injury. To control bleeding from vessels larger than
capillaries a clot must form at the injury site. Platelets, one
of the three main cellular components of human blood,
serve as the body's first line of defense to prevent blood
loss. When an injury such as a cut occurs, platelets
become activated platelets. They change their shape,
become sticky and build up on a blood vessel wall to form
a plug. Platelets are also involved in the secretion of
chemical platelet factors into the blood plasma. In a
complex series of reactions fibrinogen is converted into
fibrin, an insoluble protein that forms an intricate network of
tiny threads called fibrils. Blood cells and plasma are
Bangled in the network of fibrils to form the clot




T cytokine

any of various proteins secreted by cells of the
Immune system that serve to regulate the immune
system.

Ylymphokine

a cytokine secreted by helper T cells in response to
stimulation by antigens and that play a role in cell-
mediated immunity
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A pleural effusion is a collection of fluid next to the lung.
There are various causes. The effusion may cause you to
become breathless. The fluid can be drained if necessary.
Breatment is mainly aimed at the underlying cause

miVhat is a pleural effusion

A pleural effusion means that there is a build up of fluid
Between a lung and the chest wall

The pleura is a thin membrane that lines the inside of the
chest wall and covers the lungs. There is normally a tiny
amount of fluid between the two layers of pleura. This acts
like lubricating oil between the lungs and the chest wall as
they move when you breathe. A pleural effusion develops
when this fluid builds up and separates the lung from the
Bhest wall

miVhat are the symptoms

You may feel some chest pain but a pleural effusion is often
painless. The amount of fluid varies. As the effusion
becomes larger, it presses on the lung which cannot
expand fully when you breathe. You may then become
Breathless

You may also have symptoms of the condition that is
causing the effusion. For example, cough, and fever if the
EBause is pneumonia



