
WEEK	1	INTENDED	LEARNING	OUTCOMES:	(INFLAMMATION)	
§ Define	the	term	inflammation		
§ Describe	the	pathophysiology	of	the	inflammation	and	identify	where	it	may	occur	in	the	body		
§ Discuss	the	role	of	the	nurse	in	patient	management	related	to	inflammation	
§ Identify	potential	and	actual	patient	problems	related	to	inflammation	
§ Implement	nursing	interventions	for	patients	experiencing	inflammation	
§ Evaluate	care	related	to	patient	experiencing	inflammation	
§ Demonstrate	therapeutic	use	of	medicines	prescribed	to	treat	inflammation		
§ Describe,	perform	and	document	care	for	a	patient	receiving	a	blood	transfusion		
§ Describe,	perform	and	document	care	for	a	patient	requiring	drain	tube	removal		
§ Perform	a	nursing	handover	of	a	patient's	management	using	the	ISBAR	tool		

	
INFLAMMATION:	is	an	adaptive	response	to	injury	that	brings	fluid,	dissolved	substances	and	blood	cells	into	the	
interstitial	tissues	where	the	invasion	or	damage	has	occurred		

	
5	cardinal	signs	of	inflammation	are:	heat,	redness,	swelling,	
pain	+	loss	of	function	

	

	
Pathophysiology	of	Inflammation		
		
1. A	break	in	the	skin	introduces	bacteria,	which	reproduce	at	the	wound	site.	Activated	resident	macrophages	engulf	

the	pathogens	and	secrete	cytokines	and	chemotaxins.		
		

2. Activated	mast	cells	release	histamine.	
		

3. Histamine	and	cytokines	dilate	local	blood	vessels	and	widen	the	capillary	pores.	The	cytokines	also	make	the	blood	
vessel	wall	sticky,	causing	neutrophils	and	monocytes	to	attach.		
		

4. Chemotaxins	attract	neutrophils	and	monocytes,	which	squeeze	out	between	cells	of	the	blood	vessel	wall,	a	
process	called	diapedesis,	and	migrate	to	the	infection	site.		
		

5. Monocytes	enlarge	into	macrophages.	Newly	arriving	macrophages	and	neutrophils	engulf	the	pathogens	and	
destroy	them.		

	
	
	
	
	
	
	
	
	



	
	

	
VASCULAR	RESPONSE	 CELLULAR	RESPONSE	 PHAGOCYTOSIS		

§ Tissue	damage	causes	brief,	initial	
vasoconstriction,	rapidly	followed	by	
vasodilation	(resulting	in	redness	+	
warmth)	 
		

§ Inflammatory	mediators	(histamine,	
prostaglandins,	bradykinins)	released	
in	the	innate	immune	response	and	by	
damaged	tissue	dilate	local	blood	
vessels	and	increase	the	permeability	
of	capillaries	in	the	area 
		

§ Protein-rich	fluid	(exudate)	
accumulates	in	interstitial	spaces,	
causing	swelling	and	pain 
		

§ Resulting	oedema	slows	blood	flow	
and	with	clotting,	helps	localise	and	
prevent	microorganisms	from	
spreading 

§ <1hr	after	injury,	phagocytic	blood	
cells	brought	into	damaged	tissue 
		

§ Loss	of	serous	fluid	from	capillaries	
increases	blood	viscosity	in	the	area	
and	slows	blood	flow 
		

§ Leukocytes	move	to	the	vessel	
periphery	and	adhere	to	the	capillary	
endothelium	-->	endothelial	cells	
separate,	allowing	leukocytes	to	
transmigrate	through	vessel	walls	
into	tissue	spaces	 
		

§ Chemotactic	signals	draw	the	
leukocytes	to	the	site	of	
injury/infection	 

§ Once	attracted	to	the	
inflammatory	site,	phagocytes	
engulf	the	foreign	agent	by	
projecting	pseudopodia	("false	
feet")	in	all	directions	around	it	 
		

§ It	produces	a	phagosome	
containing	the	antigen,	which	is	
ingested	into	the	cytoplasm 
		

§ Once	engulfed,	lysosomes	fuse	
with	the	phagosome,	killing	any	
live	organism	and	releasing	
digestive	enzymes,	which	
destroy	the	antigen	 

	
	


