Concepts Learning Objectives

1- Define the role of histamine in activation of the |
histaminergic nerve and subsequent molecular activities ()]
leading to action potential generation for pruritus.

2 - Distinguish pruritogens involved in nonhistaminergic 10, 12, 14-15
and histaminergic nerve activation. What cytokines (Th2) o
are involved in nonhistaminergic nerve activation for ©
pruritus signaling? How are PAR activated? What is the

R role of SP in pruritus?

3 - Define the contribution of MRGPR on mast cells and
those compounds that bind to it. Review the pruritus
pathway.

4~ Recognize exposure-related triggers of pruritus and 18-20
system causes of itch.

5 - Define the mechanisms of type | and IV 22,24-28
hypersensitivity and the activity of mast cells to promote (&)
pruritus. What are the major pruritogens for wheal and

flare immediate responses?
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| Concepts Learning Objectives

1~ Define the characteristics and causes of urticaria and angioedema.
the formati
LR 9 2 - Mast cells are the primary mediators of urticaria and angioedema ~
subcut recognize the mechanisms of activating mast cells involving type I-IV
mediated (type d hypersensitivities. Mast cells can be activated in all. Mast cells are the

S primary mediator of type | hypersensitivity but can be active in all.

3 - Recognize how mast cells can be activated by nonimmune events
such as direct binding of agents to mast cell receptors or drug actions
and environment.

4~ Identify triggers of urticaria (and angioedema) as well as physical
presentation of urticaria based upon the trigger. What clinical clues
suggest a case of urticaria? What approaches and therapies are
available?

1- Identify from the bite and coloration a millipede bite from other 1
arthropod bites. Differentiate among sting lesions of the southern US ®
caterpillars.

2 - Differentiate between the bites of mosquitoes, bedbugs, triatomine  60-66, 69, 72
bugs, fleas, and lice based upon location and presentation of patient. @
Distinguish the presentation of scabies infestation from other

arthropods.

3 - Differentiate brown recluse, black widow, tick, chiggers, and 66,70-71,73-
scorpion bites based on presentation, geography, environmental @
considerations, and symptoms. Contrast with the specific lesions

caused by fire ant stings/bites.
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Difference between bug bites
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) BY THE END OF THIS LECTURE,YOU SHOULD BE
LOS Skin Wcers ABLETO:

* Classify the stages of pressure injury.

+ Discriminate between arterial ulcers and venous ulcers. Recognize neuropathic ulcers.

' ULCER!!

* Assess treatments for each of the above ulcer types.

EXAMPLE: A STAGE 3 ULCER CAN IMPROVE,
BUT CANNOT BECOMEA STAGE 2. IT ISA
HEALING STAGE 3 ULCER.
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« Understand the consequences of burn induced skin barrier loss

L0V BurnJ
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« Identify burns by degree
* Have an understanding of burn treatment based on severity

@ * Recognize signs of infection in a burn patient

Complications of burns-loss of skin barrier
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