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Current	Environment:	Production	Recall	Alert	There	is	an	antibacterial	antibiotic	recall.	Read	more	Skip	to	main	content	TreatmentConditionsPediatric	high	blood	pressure	(hypertension)Children's	Health	uses	the	latest	scientific	methods	for	diagnosing	and	managing	your	childs	hypertension	(hypertension).	Our	Heart	Center	specialists	help	you	and	your	child	manage	a	diagnosis	of	high	blood	pressure.	They
work	closely	with	our	nutritionists	and	kidney	specialists	to	create	a	customized	plan	to	tackle	a	childs	hypertension	from	all	sides.Request	an	AppointmentRefer	a	PatientThe	heart	pumps	blood	to	the	whole	body.	Blood	pressure	is	a	measurement	of	how	hard	the	blood	pushes	against	the	walls	of	the	arteries	(blood	vessels	that	carry	blood).High	blood	pressure	is	also	called	hypertension.	Long-term	hypertension
can	lead	to	serious	health	issues	later	in	life.	High	blood	pressure	can	affect	children	of	any	age,	including	infants.	According	to	the	Centers	for	Disease	Control	and	Prevention	(CDC),	one	in	twenty-five	children	in	the	United	States	has	hypertension.Blood	pressure	is	made	up	of	two	measurements	systolic	over	diastolic.	If	either	or	both	of	these	levels	is	consistently	high,	the	child	has	high	blood	pressure.Systolic
blood	pressure	is	the	highest	pressure	in	the	arteries	as	the	heart	pumps	blood	to	the	body.Diastolic	blood	pressure	is	the	lowest	pressure	in	the	arteries	when	the	heart	relaxes	and	fills	with	blood	between	beats.Read	more	+At	Childrens	Healthspecialists	see	three	types	of	hypertension	cases:Primary	hypertension	is	caused	by	things	like	obesity	and	inactivity.	It	is	the	most	common	type	of	high	blood	pressure	we
see	at	Childrens	Health.	It	is	more	common	in	children	who	are	9	years	and	older.Secondary	hypertension	is	caused	by	another	medical	problem.	This	can	make	it	more	complex	to	treat	and	manage.	It	is	more	common	in	younger	children.White	coat	hypertension(also	known	as	the	white	coat	effect)	happens	when	a	child	is	nervous	about	having	their	blood	pressure	taken.	Being	nervous	can	cause	a	childs	blood
pressure	to	rise.Our	specialists	estimate	that	between	one-third	and	one-half	of	kids	with	hypertension	are	just	experiencing	white	coat	hypertension.Read	more	+High	blood	pressure	often	doesnt	cause	symptoms	in	kids.	This	is	why	it	is	very	important	to	check	blood	pressure	regularly	at	doctor	visits.	However,	a	child	may	have	symptoms	if	their	blood	pressure	suddenly	shoots	very	high.Schedule	an	appointment
with	a	doctor	if	your	child	exhibits	or	often	complains	of:Read	more	+For	children	less	than	13	years	old,	normal	blood	pressure	ranges	vary	based	on	gender,	age	and	height.For	children	age	13	and	up,	blood	pressure	ranges	are:Normal	-Less	than	120/80Elevated	blood	pressure	-120-129/80Stage	1	hypertension	-130-139/80-89Stage	2	hypertension	-140/90	and	upIf	your	child	is	diagnosed	with	stage	1	or	stage	2
hypertension,	the	doctor	will	run	blood	and	urine	tests.	The	doctor	may	also	perform	painless	imaging	tests	on	your	childs	heart	or	kidneys	to	see	if	the	high	blood	pressure	is	affecting	your	childs	organs.You	will	likely	be	asked	to	keep	a	diary	of	your	childs	blood	pressure	at	home	to	give	the	doctors	more	information.	Your	child	may	also	need	to	wear	an	ambulatory	blood	pressure	monitor	(ABPM),	a	device	that
allows	our	team	to	check	blood	pressures	over	24	hours.Read	more	+Pediatric	hypertension	is	usually	the	result	of	one	or	more	risk	factors.	These	differ	depending	on	the	type	of	hypertension	your	child	has.Risk	factors	for	primary	hypertension	include:Risk	factors	for	secondary	hypertension	include:Heart	defectsKidney	diseaseHaving	been	born	prematurelyCertain	genetic	conditionsHormonal
disordersObesityRead	more	+The	most	common	and	effective	way	to	treat	high	blood	pressure	in	children	is	through	changing	some	habits.These	changes	can	include:Eating	a	healthier	diet	(specifically,	a	low-salt	diet)Maintaining	an	exercise	routineEncouraging	and	motivating	your	child	by	making	changes	together	as	a	familyAt	Childrens	Health,	we	will	work	with	you	to	help	you	make	needed	changes	in	ways
that	work	for	your	family.	Our	pediatric	specialists	will	schedule	routine	check-ups	with	your	child	to	provide	ongoing	support	and	accountability.	Our	nutrition	team	can	also	help	you	brainstorm	meal	ideas	that	are	tasty,	nutritious	and	easy	to	make.If	these	changes	dont	work	for	your	child,	doctors	may	prescribe	medications.	They	will	monitor	your	childs	blood	pressure	levels	carefully	to	be	sure	that	the
medications	are	working.Read	more
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more	+Request	an	AppointmentRefer	a	PatientUnderstanding	the	link	between	hypertension	and	kidney	diseaseHigh	blood	pressure	in	kidsFollow	Children's	Health	on	social	mediaSubscribe	to	our	email	newsletterFormation	of	mineral	'stones'	in	the	urinary	tractMedical	conditionKidney	stone	diseaseOther	namesUrolithiasis,	kidney	stone,	renal	calculus,	nephrolithiasis,	kidney	stone	disease,[1]A	kidney	stone,	8
millimeters	(0.3in)	in	diameterSpecialtyUrology,	nephrologySymptomsSevere	pain	in	the	lower	back	or	abdomen,	blood	in	the	urine,	vomiting,	nausea[2]CausesGenetic	and	environmental	factors[2]Diagnostic	methodBased	on	symptoms,	urine	testing,	medical	imaging[2]Differential	diagnosisAbdominal	aortic	aneurysm,	diverticulitis,	appendicitis,	pyelonephritis[3]PreventionDrinking	fluids	such	that	more	than	two
liters	of	urine	are	produced	per	day[4]TreatmentPain	medication,	extracorporeal	shock	wave	lithotripsy,	ureteroscopy,	percutaneous	nephrolithotomy[2]Frequency22.1	million	(2015)[5]Deaths16,100	(2015)[6]Kidney	stone	disease	(known	as	nephrolithiasis,	renal	calculus	disease,	or	urolithiasis)	is	a	crystallopathy	and	occurs	when	there	are	too	many	minerals	in	the	urine	and	not	enough	liquid	or	hydration.	This
imbalance	causes	tiny	pieces	of	crystal	to	aggregate	and	form	hard	masses,	or	calculi	(stones)	in	the	upper	urinary	tract.[2]	Because	renal	calculi	typically	form	in	the	kidney,	if	small	enough,	they	are	able	to	leave	the	urinary	tract	via	the	urine	stream.[2]	A	small	calculus	may	pass	without	causing	symptoms.[2]	However,	if	a	stone	grows	to	more	than	5	millimeters	(0.2	inches),	it	can	cause	blockage	of	the	ureter,
resulting	in	extremely	sharp	and	severe	pain	(renal	colic)	in	the	lower	back	that	often	radiates	downward	to	the	groin.[2][7]	A	calculus	may	also	result	in	blood	in	the	urine,	vomiting	(due	to	severe	pain),	or	painful	urination.[2]	About	half	of	all	people	who	have	had	a	kidney	stone	are	likely	to	develop	another	within	ten	years.[8]Renal	is	Latin	for	"kidney",	while	"nephro"	is	the	Greek	equivalent.	"Lithiasis"	(Gr.)	and
"calculus"	(Lat.-	pl.	calculi)	both	mean	stone.Kidney	with	calcium	deposits	and	a	partially	formed	stag	horn	calculus.Kidney	stones.	One	entire	stone	(the	bigger	one)	and	another	one	fragmented	in	small	pieces	after	extracorporeal	shock	wave	lithotripsy	(ESWL).Most	calculi	form	by	a	combination	of	genetics	and	environmental	factors.[2]	Risk	factors	include	high	urine	calcium	levels,	obesity,	certain	foods,	some
medications,	calcium	supplements,	gout,	hyperparathyroidism	and	not	drinking	enough	fluids.[2][8]	Calculi	form	in	the	kidney	when	minerals	in	urine	are	at	high	concentration.[2]	The	diagnosis	is	usually	based	on	symptoms,	urine	testing,	and	medical	imaging.[2]	Blood	tests	may	also	be	useful.[2]	Calculi	are	typically	classified	by	their	location:	nephrolithiasis	(in	the	kidney),	ureterolithiasis	(in	the	ureter),
cystolithiasis	(in	the	bladder),	or	by	what	they	are	made	of	(calcium	oxalate,	uric	acid,	struvite,	cystine).[2]In	those	who	have	had	renal	calculi,	drinking	fluids,	especially	water,	is	a	way	to	prevent	them.	Drinking	fluids	such	that	more	than	two	liters	of	urine	are	produced	per	day	is	recommended.[4]	If	fluid	intake	alone	is	not	effective	to	prevent	renal	calculi,	the	medications	thiazide	diuretic,	citrate,	or	allopurinol
may	be	suggested.[4]	Soft	drinks	containing	phosphoric	acid	(typically	colas)	should	be	avoided.[4]	When	a	calculus	causes	no	symptoms,	no	treatment	is	needed.[2]	For	those	with	symptoms,	pain	control	is	usually	the	first	measure,	using	medications	such	as	nonsteroidal	anti-inflammatory	drugs	or	opioids.[7][9][needs	update]	Larger	calculi	may	be	helped	to	pass	with	the	medication	tamsulosin[10]	or	may	require
procedures	such	as	extracorporeal	shock	wave	lithotripsy,	ureteroscopy,	or	percutaneous	nephrolithotomy.[2]Renal	calculi	have	affected	humans	throughout	history	with	a	description	of	surgery	to	remove	them	dating	from	as	early	as	600	BC	in	ancient	India	by	Sushruta.[1]	Between	1%	and	15%	of	people	globally	are	affected	by	renal	calculi	at	some	point	in	their	lives.[8][11]	In	2015,	22.1	million	cases	occurred,
[5]	resulting	in	about	16,100	deaths.[6]	They	have	become	more	common	in	the	Western	world	since	the	1970s.[8][12]	Generally,	more	men	are	affected	than	women.[2][11]	The	prevalence	and	incidence	of	the	disease	rises	worldwide	and	continues	to	be	challenging	for	patients,	physicians,	and	healthcare	systems	alike.	In	this	context,	epidemiological	studies	are	striving	to	elucidate	the	worldwide	changes	in	the
patterns	and	the	burden	of	the	disease	and	identify	modifiable	risk	factors	that	contribute	to	the	development	of	renal	calculi.[13]Diagram	showing	the	typical	location	of	renal	colic,	below	the	rib	cage	to	just	above	the	pelvisThe	hallmark	of	a	stone	that	obstructs	the	ureter	or	renal	pelvis	is	excruciating,	intermittent	pain	that	radiates	from	the	flank	to	the	groin	or	to	the	inner	thigh.[14]	This	is	due	to	the	transfer	of
referred	pain	signals	from	the	lower	thoracic	splanchnic	nerves	to	the	lumbar	splanchnic	nerves	as	the	stone	passes	down	from	the	kidney	or	proximal	ureter	to	the	distal	ureter.	This	pain,	known	as	renal	colic,	is	often	described	as	one	of	the	strongest	pain	sensations	known.[15]	Renal	colic	caused	by	kidney	stones	is	commonly	accompanied	by	urinary	urgency,	restlessness,	frequent	urination,	blood	in	the	urine,
sweating,	nausea,	and	vomiting.	It	typically	comes	in	waves	lasting	20	to	60	minutes	caused	by	peristaltic	contractions	of	the	ureter	as	it	attempts	to	expel	the	stone.[14]The	embryological	link	between	the	urinary	tract,	the	genital	system,	and	the	gastrointestinal	tract	is	the	basis	of	the	radiation	of	pain	to	the	gonads,	as	well	as	the	nausea	and	vomiting	that	are	also	common	in	urolithiasis.[16]	Postrenal	azotemia
and	hydronephrosis	can	be	observed	following	the	obstruction	of	urine	flow	through	one	or	both	ureters.[17]Pain	in	the	lower-left	quadrant	can	sometimes	be	confused	with	diverticulitis	because	the	sigmoid	colon	overlaps	the	ureter,	and	the	exact	location	of	the	pain	may	be	difficult	to	isolate	due	to	the	proximity	of	these	two	structures.Dehydration	from	low	fluid	intake	is	a	factor	in	stone	formation.[14][18]
Individuals	living	in	warm	climates	are	at	higher	risk	due	to	increased	fluid	loss.[19]	Obesity,	immobility,	and	sedentary	lifestyles	are	other	leading	risk	factors.[19]High	dietary	intake	of	animal	protein,[14]	sodium,	sugars	including	honey,	refined	sugars,	fructose	and	high	fructose	corn	syrup,[20]	and	excessive	consumption	of	fruit	juices	may	increase	the	risk	of	kidney	stone	formation	due	to	increased	uric	acid
excretion	and	elevated	urinary	oxalate	levels	(whereas	tea,	coffee,	wine	and	beer	may	decrease	the	risk).[19][18]Kidney	stones	can	result	from	an	underlying	metabolic	condition,	such	as	distal	renal	tubular	acidosis,[21]	Dent's	disease,[22]	hyperparathyroidism,[23]	primary	hyperoxaluria,[24]	or	medullary	sponge	kidney.	320%	of	people	who	form	kidney	stones	have	medullary	sponge	kidney.[25][26]Kidney	stones
are	more	common	in	people	with	Crohn's	disease;[27]	Crohn's	disease	is	associated	with	hyperoxaluria	and	malabsorption	of	magnesium.[28]A	person	with	recurrent	kidney	stones	may	be	screened	for	such	disorders.	This	is	typically	done	with	a	24-hour	urine	collection.	The	urine	is	analyzed	for	features	that	promote	stone	formation.[17]A	kidney	stone	(yellow)	composed	of	calcium	oxalate,	next	to	a	tourmaline
gemstone	for	scaleCalcium	is	one	component	of	the	most	common	type	of	human	kidney	stones,	calcium	oxalate.	Some	studies	suggest	that	people	who	take	calcium	or	vitamin	D	as	a	dietary	supplement	have	a	higher	risk	of	developing	kidney	stones.[29][30]	In	the	United	States,	kidney	stone	formation	was	used	as	an	indicator	of	excess	calcium	intake	by	the	Reference	Daily	Intake	committee	for	calcium	in	adults.
[31]In	the	early	1990s,	a	study	conducted	for	the	Women's	Health	Initiative	in	the	US	found	that	postmenopausal	women	who	consumed1000mg	of	supplemental	calcium	and	400international	units	of	vitamin	D	per	day	for	seven	years	had	a	17%	higher	risk	of	developing	kidney	stones	than	subjects	taking	a	placebo.[29]	The	Nurses'	Health	Study	also	showed	an	association	between	supplemental	calcium	intake	and
kidney	stone	formation.[30]Unlike	supplemental	calcium,	high	intakes	of	dietary	calcium	do	not	appear	to	cause	kidney	stones	and	may	actually	protect	against	their	development.[30][29]	This	is	perhaps	related	to	the	role	of	calcium	in	binding	ingested	oxalate	in	the	gastrointestinal	tract.	As	the	amount	of	calcium	intake	decreases,	the	amount	of	oxalate	available	for	absorption	into	the	bloodstream	increases;	this
oxalate	is	then	excreted	in	greater	amounts	into	the	urine	by	the	kidneys.	In	the	urine,	oxalate	is	a	very	strong	promoter	of	calcium	oxalate	precipitationabout	15	times	stronger	than	calcium.A	2004	study	found	that	diets	low	in	calcium	are	associated	with	a	higher	overall	risk	for	kidney	stone	formation.[32]	For	most	individuals,	other	risk	factors	for	kidney	stones,	such	as	high	intakes	of	dietary	oxalates	and	low
fluid	intake,	play	a	greater	role	than	calcium	intake.[33]Calcium	is	not	the	only	electrolyte	that	influences	the	formation	of	kidney	stones.	For	example,	by	increasing	urinary	calcium	excretion,	high	dietary	sodium	may	increase	the	risk	of	stone	formation.[30]Drinking	fluoridated	tap	water	may	increase	the	risk	of	kidney	stone	formation	by	a	similar	mechanism,	though	further	epidemiologic	studies	are	warranted	to
determine	whether	fluoride	in	drinking	water	is	associated	with	an	increased	incidence	of	kidney	stones.[34]	High	dietary	intake	of	potassium	appears	to	reduce	the	risk	of	stone	formation	because	potassium	promotes	the	urinary	excretion	of	citrate,	an	inhibitor	of	calcium	crystal	formation.[35]Kidney	stones	are	more	likely	to	develop,	and	to	grow	larger,	if	a	person	has	low	dietary	magnesium.	Magnesium	inhibits
stone	formation.[36]Diets	in	Western	nations	typically	contain	a	large	proportion	of	animal	protein.	Eating	animal	protein	creates	an	acid	load	that	increases	urinary	excretion	of	calcium	and	uric	acid	and	reduced	citrate.	Urinary	excretion	of	excess	sulfurous	amino	acids	(e.g.,	cysteine	and	methionine),	uric	acid,	and	other	acidic	metabolites	from	animal	protein	acidifies	the	urine,	which	promotes	the	formation	of
kidney	stones.[37]	Low	urinary-citrate	excretion	is	also	commonly	found	in	those	with	a	high	dietary	intake	of	animal	protein,	whereas	vegetarians	tend	to	have	higher	levels	of	citrate	excretion.[30]	Low	urinary	citrate,	too,	promotes	stone	formation.[37]The	evidence	linking	vitamin	C	supplements	with	an	increased	rate	of	kidney	stones	is	inconclusive.[38][39]	The	excess	dietary	intake	of	vitamin	C	might	increase
the	risk	of	calcium-oxalate	stone	formation.[40]	The	link	between	vitamin	D	intake	and	kidney	stones	is	also	tenuous.Excessive	vitamin	D	supplementation	may	increase	the	risk	of	stone	formation	by	increasing	the	intestinal	absorption	of	calcium;	correction	of	a	deficiency	does	not.[30]Small	crystals	formed	in	the	kidney.	The	most	common	crystals	are	made	of	calcium	oxalate	and	they	are	generally	45mm.
Staghorn	kidney	stones	are	considerably	larger.	1.	Calcium	and	oxalate	come	together	to	make	the	crystal	nucleus.	Supersaturation	promotes	their	combination	(as	does	inhibition.)	2.	Continued	deposition	at	the	renal	papillae	leads	to	the	growth	of	the	kidney	stones.	3.	Kidney	stones	grow	and	collect	debris.	In	the	case	where	the	kidney	stones	block	all	routes	to	the	renal	papillae,	this	can	cause	extreme	discomfort
and	pain.	4.	The	complete	staghorn	stone	forms	and	retention	occurs.	Smaller	solids	that	break	off	can	become	trapped	in	the	urinary	glands	causing	discomfort.	5.	Displaced	stones	travel	through	the	ureter.	If	they	cannot	be	broken	down,	they	must	be	physically	removed	by	a	surgeon.Kidney	stones	are	primarily	composed	of	calcium	salts,	with	the	most	common	being	calcium	oxalate	(70-80%),	followed	by
calcium	phosphate	and	uric	acid.	When	urine	contains	high	concentrations	of	these	ions,	they	can	form	crystals	and	eventually	stones.[41]The	formation	of	kidney	stones	occurs	in	three	main	phases:[41]nucleation	(initial	crystal	formation)growth	(expansion	of	single	crystals)aggregation	(clumping	together	of	multiple	crystals)[41]When	the	urine	becomes	supersaturated	(when	the	urine	solvent	contains	more
solutes	than	it	can	hold	in	solution)	with	one	or	more	calculogenic	(crystal-forming)	substances,	initial	seed	crystals	may	form	through	the	process	of	nucleation.[25]	Heterogeneous	nucleation	(where	there	is	a	solid	surface	present	on	which	a	crystal	can	grow)	proceeds	more	rapidly	than	homogeneous	nucleation	(where	a	crystal	must	grow	in	a	liquid	medium	with	no	such	surface),	because	it	requires	less	energy.
Adhering	to	cells	on	the	surface	of	a	renal	papilla,	a	seed	crystal	can	grow	and	aggregate	into	an	organized	mass.	Depending	on	the	chemical	composition	of	the	crystal,	the	stone-forming	process	may	proceed	more	rapidly	when	the	urine	pH	is	unusually	high	or	low.[42]Supersaturation	of	the	urine	with	respect	to	a	calculogenic	compound	is	pH-dependent.	For	example,	at	a	pH	of	7.0,	the	solubility	of	uric	acid	in
urine	is	158mg/100mL.	Reducing	the	pH	to	5.0	decreases	the	solubility	of	uric	acid	to	less	than	8mg/100mL.	The	formation	of	uric-acid	stones	requires	a	combination	of	hyperuricosuria	(high	urine	uric-acid	levels)	and	low	urine	pH;	hyperuricosuria	alone	is	not	associated	with	uric-acid	stone	formation	if	the	urine	pH	is	alkaline.[43]	Supersaturation	of	the	urine	is	a	necessary,	but	not	a	sufficient,	condition	for	the
development	of	any	urinary	calculus.[25]	Supersaturation	is	likely	the	underlying	cause	of	uric	acid	and	cystine	stones,	but	calcium-based	stones	(especially	calcium	oxalate	stones)	may	have	a	more	complex	cause.[44]While	supersaturation	of	urine	may	lead	to	crystalluria,	it	does	not	necessarily	promote	the	formation	of	a	kidney	stone	because	the	particle	may	not	reach	the	sufficient	size	needed	for	renal
attachment.[45][46]	On	the	other	hand,	Randall's	plaques,	which	were	first	identified	by	Alexander	Randall	in	1937,[47]	are	calcium	phosphate	deposits	that	form	in	the	papillary	interstitium	and	are	thought	to	be	the	nidus	required	for	stone	development.[48]	In	addition	to	Randall's	plugs,	which	form	in	the	Duct	of	Bellini,	these	structures	can	generate	reactive	oxygen	species	that	further	enhance	stone	formation.
[49]Some	bacteria	have	roles	in	promoting	stone	formation.	Specifically,	urease-positive	bacteria,	such	as	Proteus	mirabilis	can	produce	the	enzyme	urease,	which	converts	urea	to	ammonia	and	carbon	dioxide.[50]	This	increases	the	urinary	pH	and	promotes	struvite	stone	formation.	Additionally,	non-urease	producing	bacteria	can	provide	bacterial	components	that	promote	calcium	oxalate	crystallization,	though
this	mechanism	is	poorly	understood.[51][52]Normal	urine	contains	chelating	agents,	such	as	citrate,	that	inhibit	the	nucleation,	growth,	and	aggregation	of	calcium-containing	crystals.	Other	endogenous	inhibitors	include	calgranulin	(an	S-100	calcium-binding	protein),	TammHorsfall	protein,	glycosaminoglycans,	uropontin	(a	form	of	osteopontin),	nephrocalcin	(an	acidic	glycoprotein),	prothrombin	F1	peptide,	and
bikunin	(uronic	acid-rich	protein).	The	biochemical	mechanisms	of	action	of	these	substances	have	not	yet	been	thoroughly	elucidated.	However,	when	these	substances	fall	below	their	normal	proportions,	stones	can	form	from	an	aggregation	of	crystals.[53]Sufficient	dietary	intake	of	magnesium	and	citrate	inhibits	the	formation	of	calcium	oxalate	and	calcium	phosphate	stones;	in	addition,	magnesium	and	citrate
operate	synergistically	to	inhibit	kidney	stones.	The	efficacy	of	magnesium	in	subduing	stone	formation	and	growth	is	dose-dependent.[30][36][54]Hypocitraturia	or	low	urinary-citrate	excretion	(variably	defined	as	less	than	320mg/day)	can	be	a	contributing	cause	of	kidney	stones	in	up	to	2/3	of	cases.	The	protective	role	of	citrate	is	linked	to	several	mechanisms;	citrate	reduces	urinary	supersaturation	of	calcium
salts	by	forming	soluble	complexes	with	calcium	ions	and	by	inhibiting	crystal	growth	and	aggregation.	Therapy	with	potassium	citrate	is	commonly	prescribed	in	clinical	practice	to	increase	urinary	citrate	and	to	reduce	stone	formation	rates.	Alkali	citrate	is	also	used	to	increase	urine	citrate	levels.	It	can	be	prescribed	or	found	over-the-counter	in	pill,	liquid	or	powder	form.[55][56]Diagnosis	of	kidney	stones	is
made	on	the	basis	of	information	obtained	from	the	history,	physical	examination,	urinalysis,	and	radiographic	studies.[57]	Clinical	diagnosis	is	usually	made	on	the	basis	of	the	location	and	severity	of	the	pain,	which	is	typically	colicky	in	nature	(comes	and	goes	in	spasmodic	waves).	Pain	in	the	back	occurs	when	calculi	produce	an	obstruction	in	the	kidney.[58]	Physical	examination	may	reveal	fever	and	tenderness
at	the	costovertebral	angle	on	the	affected	side.[57]Calcium-containing	stones	are	relatively	radiodense	(opaque	to	X-rays),	and	they	can	often	be	detected	by	a	traditional	radiography	of	the	abdomen	that	includes	the	kidneys,	ureters,	and	bladder	(KUB	film[clarification	needed]).[59]	KUB[clarification	needed]	radiography,	although	useful	in	monitoring	size	of	stone	or	passage	of	stone	in	stone	formers,	might	not
be	useful	in	the	acute	setting	due	to	low	sensitivity.[60]	Some	60%	of	all	renal	stones	are	radiopaque.[61][62]	In	general,	calcium	phosphate	stones	have	the	greatest	density,	followed	by	calcium	oxalate	and	magnesium	ammonium	phosphate	stones.	Cystine	calculi	are	only	faintly	radiodense,	while	uric	acid	stones	are	usually	entirely	radiolucent.[63]In	people	with	a	history	of	stones,	those	who	are	less	than	50
years	of	age	and	are	presenting	with	the	symptoms	of	stones	without	any	concerning	signs	do	not	require	helical	CT	scan	imaging.[64]	A	computed	tomography	(CT)	scan	is	also	not	typically	recommended	in	children.[65]Otherwise	a	noncontrast	helical	CT	scan	with	5	millimeters	(0.2in)	sections	is	the	diagnostic	method	to	use	to	detect	kidney	stones	and	confirm	the	diagnosis	of	kidney	stone	disease.[16][57][61]
[66][7]	Near	all	stones	are	detectable	on	CT	scans	with	the	exception	of	those	composed	of	certain	drug	residues	in	the	urine,[59]	such	as	from	indinavir.Where	a	CT	scan	is	unavailable,	an	intravenous	pyelogram	may	be	performed	to	help	confirm	the	diagnosis	of	urolithiasis.	This	involves	intravenous	injection	of	a	contrast	agent	followed	by	a	KUB	film.	Uroliths	present	in	the	kidneys,	ureters,	or	bladder	may	be
better	defined	by	the	use	of	this	contrast	agent.	Stones	can	also	be	detected	by	a	retrograde	pyelogram,	where	a	similar	contrast	agent	is	injected	directly	into	the	distal	ostium	of	the	ureter	(where	the	ureter	terminates	as	it	enters	the	bladder).[61]Renal	ultrasonography	can	sometimes	be	useful,	because	it	gives	details	about	the	presence	of	hydronephrosis,	suggesting	that	the	stone	is	blocking	the	outflow	of
urine.[59]	Radiolucent	stones,	which	do	not	appear	on	KUB,	may	show	up	on	ultrasound	imaging	studies.	Other	advantages	of	renal	ultrasonography	include	its	low	cost	and	absence	of	radiation	exposure.	Ultrasound	imaging	is	useful	for	detecting	stones	in	situations	where	X-rays	or	CT	scans	are	discouraged,	such	as	in	children	or	pregnant	women.[67]	Despite	these	advantages,	renal	ultrasonography	in	2009	was
not	considered	a	substitute	for	noncontrast	helical	CT	scan	in	the	initial	diagnostic	evaluation	of	urolithiasis.[66]	The	main	reason	for	this	is	that,	compared	with	CT,	renal	ultrasonography	more	often	fails	to	detect	small	stones	(especially	ureteral	stones)	and	other	serious	disorders	that	could	be	causing	the	symptoms.[14]On	the	contrary,	a	2014	study	suggested	that	ultrasonography	should	be	used	as	the	initial
diagnostic	imaging	test,	with	further	imaging	studies	be	performed	at	the	discretion	of	the	physician	on	the	basis	of	clinical	judgment,	and	using	ultrasonography	rather	than	CT	as	an	initial	diagnostic	test	results	in	less	radiation	exposure	and	equally	good	outcome.[68]Bilateral	kidney	stones	can	be	seen	on	this	KUB	radiograph.	There	are	phleboliths	in	the	pelvis,	which	can	be	misinterpreted	as	bladder
stones.Axial	CT	scan	of	abdomen	without	contrast,	showing	a	3-mm	stone	(marked	by	an	arrow)	in	the	left	proximal	ureterRenal	ultrasonograph	of	a	stone	located	at	the	pyeloureteric	junction	with	accompanying	hydronephrosis.Measurement	of	a	5.6mm	large	kidney	stone	in	soft	tissue	versus	skeletal	CT	window.Struvite	crystals	found	on	microscopic	examination	of	the	urineLaboratory	investigations	typically
carried	out	include:[57][66][59][69]microscopic	examination	of	the	urine,	which	may	show	red	blood	cells,	bacteria,	leukocytes,	urinary	casts,	and	crystals;urine	culture	to	identify	any	infecting	organisms	present	in	the	urinary	tract	and	sensitivity	to	determine	the	susceptibility	of	these	organisms	to	specific	antibiotics;complete	blood	count,	looking	for	neutrophilia	(increased	neutrophil	granulocyte	count)
suggestive	of	bacterial	infection,	as	seen	in	the	setting	of	struvite	stones;renal	function	tests	to	look	for	abnormally	high	blood	calcium	levels	(hypercalcemia);24hour	urine	collection	to	measure	total	daily	urinary	volume,	magnesium,	sodium,	uric	acid,	calcium,	citrate,	oxalate,	and	phosphate;collection	of	stones	(by	urinating	through	a	StoneScreen	kidney	stone	collection	cup	or	a	simple	tea	strainer)	is	useful.
Chemical	analysis	of	collected	stones	can	establish	their	composition,	which	in	turn	can	help	to	guide	future	preventive	and	therapeutic	management.KidneystonetypeRelativeincidence(adults)[70]CircumstancesColor	andmicroscopyappearanceRadio-densityDetailsCalciumoxalate60%when	urine	is	acidic	(decreased	pH)[71]Black/dark	brown	Radio-opaqueSome	of	the	oxalate	in	urine	is	produced	by	the	body.
Calcium	and	oxalate	in	the	diet	play	a	part	but	are	not	the	only	factors	that	affect	the	formation	of	calcium	oxalate	stones.	Dietary	oxalate	is	found	in	many	vegetables,	fruits,	and	nuts.	Calcium	from	bone	may	also	play	a	role	in	kidney	stone	formation.Calciumphosphate1020%when	urine	is	alkaline	(high	pH)Dirty	white	Radio-opaqueTends	to	grow	in	alkaline	urine	especially	when	Proteus	bacteria	are	present.	The
most	common	type	among	pregnant	women.[70]Uric	acid1020%when	urine	is	persistently	acidicYellow/reddish	brown	Radio-lucentDiets	rich	in	animal	proteins	and	purines:	substances	found	naturally	in	all	food	but	especially	in	organ	meats,	fish,	and	shellfish.Struvite03%infections	in	the	kidney	and	when	urine	is	alkaline	(high	pH)Dirty	white	Radio-opaquePrevention	of	struvite	stones	depends	on	staying	infection-
free.	Diet	has	not	been	shown	to	affect	struvite	stone	formation.Cystine012%[72]rare	genetic	disorderPink/yellow	Radio-opaqueCystine,	an	amino	acid	(a	dimer	of	cysteine,	of	the	building	blocks	of	protein),	leaks	through	the	kidneys	and	into	the	urine	to	form	crystals.Xanthine[73]extremely	rareBrick	redRadio-lucentScanning	electron	micrograph	of	the	surface	of	a	kidney	stone	showing	tetragonal	crystals	of
weddellite	(calcium	oxalate	dihydrate)	emerging	from	the	amorphous	central	part	of	the	stone	(the	horizontal	length	of	the	picture	represents	0.5	mm	of	the	figured	original)Multiple	kidney	stones	composed	of	uric	acid	and	a	small	amount	of	calcium	oxalateA	lenticular	kidney	stone,	excreted	in	the	urineBy	far,	the	most	common	type	of	kidney	stones	worldwide	contains	calcium.	For	example,	calcium-containing
stones	represent	about	80%	of	all	cases	in	the	United	States;	these	typically	contain	calcium	oxalate	either	alone	or	in	combination	with	calcium	phosphate	in	the	form	of	apatite	or	brushite.[25][53]	Factors	that	promote	the	precipitation	of	oxalate	crystals	in	the	urine,	such	as	primary	hyperoxaluria,	are	associated	with	the	development	of	calcium	oxalate	stones.[24]	The	formation	of	calcium	phosphate	stones	is
associated	with	conditions	such	as	hyperparathyroidism[23]	and	renal	tubular	acidosis.[74]Oxaluria	is	increased	in	patients	with	certain	gastrointestinal	disorders	including	inflammatory	bowel	disease	such	as	Crohn's	disease	or	in	patients	who	have	undergone	resection	of	the	small	bowel	or	small-bowel	bypass	procedures.	Oxaluria	is	also	increased	in	patients	who	consume	increased	amounts	of	oxalate	(found	in
vegetables	and	nuts).	Primary	hyperoxaluria	is	a	rare	autosomal	recessive	condition	that	usually	presents	in	childhood.[75]Calcium	oxalate	crystals	can	come	in	two	varieties.	Calcium	oxalate	monohydrate	can	appear	as	'dumbbells'	or	as	long	ovals	that	resemble	the	individual	posts	in	a	picket	fence.	Calcium	oxalate	dihydrate	have	a	tetragonal	"envelope"	appearance.[75]About	1015%	of	urinary	calculi	are
composed	of	struvite	(hexa-hydrated	ammonium	magnesium	phosphate,	NH4MgPO46H2O).[76]	Struvite	stones	(also	known	as	"infection	stones,"	urease,	or	triple-phosphate	stones)	form	most	often	in	the	presence	of	infection	by	urea-splitting	bacteria.	Using	the	enzyme	urease,	these	organisms	metabolize	urea	into	ammonia	and	carbon	dioxide.	This	alkalinizes	the	urine,	resulting	in	favorable	conditions	for	the
formation	of	struvite	stones.	Proteus	mirabilis,	Proteus	vulgaris,	and	Morganella	morganii	are	the	most	common	organisms	isolated;	less	common	organisms	include	Ureaplasma	urealyticum	and	some	species	of	Providencia,	Klebsiella,	Serratia,	and	Enterobacter.	These	infection	stones	are	commonly	observed	in	people	who	have	factors	that	predispose	them	to	urinary	tract	infections,	such	as	those	with	spinal	cord
injury	and	other	forms	of	neurogenic	bladder,	ileal	conduit	urinary	diversion,	vesicoureteral	reflux,	and	obstructive	uropathies.	They	are	also	commonly	seen	in	people	with	underlying	metabolic	disorders,	such	as	idiopathic	hypercalciuria,	hyperparathyroidism,	and	gout.	Infection	stones	can	grow	rapidly,	forming	large	calyceal	staghorn	(antler-shaped)	calculi	requiring	invasive	surgery	such	as	percutaneous
nephrolithotomy	for	definitive	treatment.[76]Struvite	stones	(triple-phosphate/magnesium	ammonium	phosphate)	have	a	'coffin	lid'	morphology	by	microscopy.[75]About	510%	of	all	stones	are	formed	from	uric	acid.[21]	People	with	certain	metabolic	abnormalities,	including	obesity,[30]	may	produce	uric	acid	stones.	They	also	may	form	in	association	with	conditions	that	cause	hyperuricosuria	(an	excessive	amount
of	uric	acid	in	the	urine)	with	or	without	hyperuricemia	(an	excessive	amount	of	uric	acid	in	the	serum).	They	may	also	form	in	association	with	disorders	of	acid/base	metabolism	where	the	urine	is	excessively	acidic	(low	pH),	resulting	in	precipitation	of	uric	acid	crystals.	A	diagnosis	of	uric	acid	urolithiasis	is	supported	by	the	presence	of	a	radiolucent	stone	in	the	face	of	persistent	urine	acidity,	in	conjunction	with
the	finding	of	uric	acid	crystals	in	fresh	urine	samples.[77]As	noted	above	(section	on	calcium	oxalate	stones),	people	with	inflammatory	bowel	disease	(Crohn's	disease,	ulcerative	colitis)	tend	to	have	hyperoxaluria	and	form	oxalate	stones.	They	also	have	a	tendency	to	form	urate	stones.	Urate	stones	are	especially	common	after	colon	resection.Uric	acid	stones	appear	as	pleomorphic	crystals,	usually	diamond-
shaped.	They	may	also	look	like	squares	or	rods	which	are	polarizable.[75]Microscopic	cystine	crystals	have	a	distinctive	hexagonal	shape	and	are	present	in	the	urine	of	people	with	kidney	stones	composed	of	cystinePeople	with	certain	rare	inborn	errors	of	metabolism	have	a	propensity	to	accumulate	crystal-forming	substances	in	their	urine.	For	example,	those	with	cystinuria,	cystinosis,	and	Fanconi	syndrome
may	form	stones	composed	of	cystine.	Cystine	stone	formation	can	be	treated	with	urine	alkalinization	and	dietary	protein	restriction.	People	affected	by	xanthinuria	often	produce	stones	composed	of	xanthine.	People	affected	by	adenine	phosphoribosyltransferase	deficiency	may	produce	2,8-dihydroxyadenine	stones,[78]	alkaptonurics	produce	homogentisic	acid	stones,	and	iminoglycinurics	produce	stones	of
glycine,	proline,	and	hydroxyproline.[79][80]	Urolithiasis	has	also	been	noted	to	occur	in	the	setting	of	therapeutic	drug	use,	with	crystals	of	drug	forming	within	the	renal	tract	in	some	people	currently	being	treated	with	agents	such	as	indinavir,[81]	sulfadiazine,[82]	and	triamterene.[83]Illustration	of	kidney	stonesUrolithiasis	refers	to	stones	originating	anywhere	in	the	urinary	system,	including	the	kidneys	and
bladder.[16]	Nephrolithiasis	refers	to	the	presence	of	such	stones	in	the	kidneys.	Calyceal	calculi	are	aggregations	in	either	the	minor	or	major	calyx,	parts	of	the	kidney	that	pass	urine	into	the	ureter	(the	tube	connecting	the	kidneys	to	the	urinary	bladder).	The	condition	is	called	ureterolithiasis	when	a	calculus	is	located	in	the	ureter.	Stones	may	also	form	or	pass	into	the	bladder,	a	condition	referred	to	as
bladder	stones.[84]Radiograph	showing	a	large	staghorn	calculus	involving	the	major	calyces	and	renal	pelvis	in	a	person	with	severe	scoliosisStones	less	than	5mm	(0.2in)	in	diameter	pass	spontaneously	in	up	to	98%	of	cases,	while	those	measuring	5	to	10mm	(0.2	to	0.4in)	in	diameter	pass	spontaneously	in	less	than	53%	of	cases.[85]Stones	that	are	large	enough	to	fill	out	the	renal	calyces	are	called	staghorn
stones	and	are	composed	of	struvite	in	a	vast	majority	of	cases,	which	forms	only	in	the	presence	of	urease-forming	bacteria.	Other	forms	that	can	possibly	grow	to	become	staghorn	stones	are	those	composed	of	cystine,	calcium	oxalate	monohydrate,	and	uric	acid.[86]Preventative	measures	depend	on	the	type	of	stones.	In	those	with	calcium	stones,	drinking	plenty	of	fluids,	thiazide	diuretics	and	citrate	are
effective	as	is	allopurinol	in	those	with	high	uric	acid	levels	in	urine.[87][88]See	also:	HypocitraturiaSpecific	therapy	should	be	tailored	to	the	type	of	stones	involved.	Diet	can	have	an	effect	on	the	development	of	kidney	stones.	Preventive	strategies	include	some	combination	of	dietary	modifications	and	medications	with	the	goal	of	reducing	the	excretory	load	of	calculogenic	compounds	on	the	kidneys.[32][89][90]
Dietary	recommendations	to	minimize	the	formation	of	kidney	stones	include:increasing	total	fluid	intake	to	achieve	more	than	two	liters	per	day	of	urine	output;[91]limiting	cola,	including	sugar-sweetened	soft	drinks;[87][91][92]	to	less	than	one	liter	per	week.[93]limiting	animal	protein	intake	to	no	more	than	two	meals	daily	(an	association	between	animal	protein	and	recurrence	of	kidney	stones	has	been	shown
in	men);[94]increasing	citrate,	including	from	lemon	and	lime	juice;[95]	citric	acid	in	its	natural	form,	such	as	from	citrus	fruits,	"prevents	small	stones	from	becoming	'problem	stones'	by	coating	them	and	preventing	other	material	from	attaching	and	building	onto	the	stones";[96]	citrate	inhibits	the	formation	of	kidney	stones	on	all	phasesnucleation,	growth	and	aggregationby	raising	the	limit	at	which	oxalate
remain	stable,	slowing	oxalate	crystal	growth,	and	notably,	reducing	crystal	aggregation	within	the	kidney	tubules;[41]increase	alkaline	load	by	consuming	more	fruits	and	vegetables	(because	uric	acid	crystals	form	in	acidic	environment);[95]reducing	sodium	intake	is	associated	with	a	reduction	in	urine	calcium	excretion.[97]Maintenance	of	dilute	urine	by	means	of	vigorous	fluid	therapy	is	beneficial	in	all	forms
of	kidney	stones,	so	increasing	urine	volume	is	a	key	principle	for	the	prevention	of	kidney	stones.	Fluid	intake	should	be	sufficient	to	maintain	a	urine	output	of	at	least	2	litres	(68USfloz)	per	day.[88]	A	high	fluid	intake	may	reduce	the	likelihood	of	kidney	stone	recurrence	or	may	increase	the	time	between	stone	development	without	unwanted	effects.Calcium	binds	with	available	oxalate	in	the	gastrointestinal
tract,	thereby	preventing	its	absorption	into	the	bloodstream.	Reducing	oxalate	absorption	decreases	kidney	stone	risk	in	susceptible	people.[98]	Because	of	this,	some	doctors	recommend	increasing	dairy	intake	so	that	its	calcium	content	will	serve	as	an	oxalate	binder.	Taking	calcium	citrate	tablets	during	or	after	meals	containing	high	oxalate	foods[99]	may	be	useful	if	dietary	calcium	cannot	be	increased	by
other	means	as	in	those	with	lactose	intolerance.	The	preferred	calcium	supplement	for	people	at	risk	of	stone	formation	is	calcium	citrate,	as	opposed	to	calcium	carbonate,	because	it	helps	to	increase	urinary	citrate	excretion.[90]Aside	from	vigorous	oral	hydration	and	eating	more	dietary	calcium,	other	prevention	strategies	include	avoidance	of	higher	doses	of	supplemental	vitamin	C	(since	ascorbate	is
metabolized	to	oxalate)	and	restriction	of	oxalate-rich	foods	such	as	leaf	vegetables,	rhubarb,	soy	products	and	chocolate.[100]	However,	no	randomized,	controlled	trial	of	oxalate	restriction	has	been	performed	to	test	the	hypothesis	that	oxalate	restriction	reduces	stone	formation.[99]	Some	evidence	indicates	magnesium	intake	decreases	the	risk	of	symptomatic	kidney	stones.[100]The	mainstay	for	medical
management	of	uric	acid	stones	is	alkalinization	(increasing	the	pH)	of	the	urine.	Uric	acid	stones	are	among	the	few	types	amenable	to	dissolution	therapy,	referred	to	as	chemolysis.	Chemolysis	is	usually	achieved	through	the	use	of	oral	medications,	although	in	some	cases,	intravenous	agents	or	even	instillation	of	certain	irrigating	agents	directly	onto	the	stone	can	be	performed,	using	antegrade	nephrostomy	or
retrograde	ureteral	catheters.[43]	Acetazolamide	is	a	medication	that	alkalinizes	the	urine.	In	addition	to	acetazolamide	or	as	an	alternative,	certain	dietary	supplements	are	available	that	produce	a	similar	alkalinization	of	the	urine.	These	include	alkali	citrate,	sodium	bicarbonate,	potassium	citrate,	magnesium	citrate,	and	bicitrate	(a	combination	of	citric	acid	monohydrate	and	sodium	citrate	dihydrate).[101]
Aside	from	alkalinization	of	the	urine,	these	supplements	have	the	added	advantage	of	increasing	the	urinary	citrate	level,	which	helps	to	reduce	the	aggregation	of	calcium	oxalate	stones.[43]Increasing	the	urine	pH	to	around	6.5	provides	optimal	conditions	for	dissolution	of	uric	acid	stones.	Increasing	the	urine	pH	to	a	value	higher	than	7.0	may	increase	the	risk	of	calcium	phosphate	stone	formation,	though	this
concept	is	controversial	since	citrate	does	inhibit	calcium	phosphate	crystallization.	Testing	the	urine	periodically	with	nitrazine	paper	can	help	to	ensure	the	urine	pH	remains	in	this	optimal	range.	Using	this	approach,	stone	dissolution	rate	can	be	expected	to	be	around	10mm	(0.4in)	of	stone	radius	per	month.[43]Calcium	hydroxide	decreases	urinary	calcium	when	combined	with	food	rich	in	oxalic	acid	such	as
green	leafy	vegetables.[102]One	of	the	recognized	medical	therapies	for	prevention	of	stones	is	the	thiazide	and	thiazide-like	diuretics,	such	as	chlorthalidone	or	indapamide.	These	drugs	inhibit	the	formation	of	calcium-containing	stones	by	reducing	urinary	calcium	excretion.[14]	Sodium	restriction	is	necessary	for	clinical	effect	of	thiazides,	as	sodium	excess	promotes	calcium	excretion.	Thiazides	work	best	for
renal	leak	hypercalciuria	(high	urine	calcium	levels),	a	condition	in	which	high	urinary	calcium	levels	are	caused	by	a	primary	kidney	defect.	Thiazides	are	useful	for	treating	absorptive	hypercalciuria,	a	condition	in	which	high	urinary	calcium	is	a	result	of	excess	absorption	from	the	gastrointestinal	tract.[53]For	people	with	hyperuricosuria	and	calcium	stones,	allopurinol	is	one	of	the	few	treatments	that	have	been
shown	to	reduce	kidney	stone	recurrences.	Allopurinol	interferes	with	the	production	of	uric	acid	in	the	liver.	The	drug	is	also	used	in	people	with	gout	or	hyperuricemia	(high	serum	uric	acid	levels).[103]	Dosage	is	adjusted	to	maintain	a	reduced	urinary	excretion	of	uric	acid.	Serum	uric	acid	level	at	or	below	6mg/100mL	is	often	a	therapeutic	goal.	Hyperuricemia	is	not	necessary	for	the	formation	of	uric	acid
stones;	hyperuricosuria	can	occur	in	the	presence	of	normal	or	even	low	serum	uric	acid.	Some	practitioners	advocate	adding	allopurinol	only	in	people	in	whom	hyperuricosuria	and	hyperuricemia	persist,	despite	the	use	of	a	urine-alkalinizing	agent	such	as	sodium	bicarbonate	or	potassium	citrate.[43]Stone	size	influences	the	rate	of	spontaneous	stone	passage.	For	example,	up	to	98%	of	small	stones	(less	than
5mm	(0.2in)	in	diameter)	may	pass	spontaneously	through	urination	within	four	weeks	of	the	onset	of	symptoms,[7]	but	for	larger	stones	(5	to	10mm	(0.2	to	0.4in)	in	diameter),	the	rate	of	spontaneous	passage	decreases	to	less	than	53%.[85]	Initial	stone	location	also	influences	the	likelihood	of	spontaneous	stone	passage.	Rates	increase	from	48%	for	stones	located	in	the	proximal	ureter	to	79%	for	stones	located
at	the	vesicoureteric	junction,	regardless	of	stone	size.[85]	Assuming	no	high-grade	obstruction	or	associated	infection	is	found	in	the	urinary	tract,	and	symptoms	are	relatively	mild,	various	nonsurgical	measures	can	be	used	to	encourage	the	passage	of	a	stone.[43]	Repeat	stone	formers	benefit	from	more	intense	management,	including	proper	fluid	intake	and	use	of	certain	medications,	as	well	as	careful
monitoring.[104]Management	of	pain	often	requires	intravenous	administration	of	NSAIDs	or	opioids.[14]	NSAIDs	appear	somewhat	better	than	opioids	or	paracetamol	in	those	with	normal	kidney	function.[105]	Medications	by	mouth	are	often	effective	for	less	severe	discomfort.[67]	The	use	of	antispasmodics	does	not	have	further	benefit.[9]The	use	of	medications	to	speed	the	spontaneous	passage	of	stones	in	the
ureter	is	referred	to	as	medical	expulsive	therapy.[106][107]	Several	agents,	including	alpha	adrenergic	blockers	(such	as	tamsulosin)	and	calcium	channel	blockers	(such	as	nifedipine),	may	be	effective.[106]	Alpha-blockers	likely	result	in	more	people	passing	their	stones,	and	they	may	pass	their	stones	in	a	shorter	time.[107]	People	taking	alpha-blockers	may	also	use	less	pain	medication	and	may	not	need	to	visit
the	hospital.[107]	Alpha-blockers	appear	to	be	more	effective	for	larger	stones	(over	5mm	in	size)	than	smaller	stones.[107]	However,	use	of	alpha-blockers	may	be	associated	with	a	slight	increase	in	serious,	unwanted	effects	from	this	medication.[107]	A	combination	of	tamsulosin	and	a	corticosteroid	may	be	better	than	tamsulosin	alone.[106]	These	treatments	also	appear	to	be	useful	in	addition	to	lithotripsy.[7]A
lithotriptor	machine	with	a	mobile	fluoroscopic	system	("C-arm")	is	seen	in	an	operating	room;	other	equipment	is	seen	in	the	background	including	an	anesthesia	machine.Extracorporeal	shock	wave	lithotripsy	(ESWL)	is	a	noninvasive	technique	for	the	removal	of	kidney	stones.	Most	ESWL	is	carried	out	when	the	stone	is	present	near	the	renal	pelvis.	ESWL	involves	the	use	of	a	lithotriptor	machine	to	deliver
externally	applied,	focused,	high-intensity	pulses	of	ultrasonic	energy	to	cause	fragmentation	of	a	stone	over	a	period	of	around	3060minutes.	Following	its	introduction	in	the	United	States	in	February	1984,	ESWL	was	rapidly	and	widely	accepted	as	a	treatment	alternative	for	renal	and	ureteral	stones.[108]	It	is	currently	used	in	the	treatment	of	uncomplicated	stones	located	in	the	kidney	and	upper	ureter,
provided	the	aggregate	stone	burden	(stone	size	and	number)	is	less	than	20mm	(0.8in)	and	the	anatomy	of	the	involved	kidney	is	normal.[109][110]For	a	stone	greater	than	10	millimetres	(0.39in),	ESWL	may	not	help	break	the	stone	in	one	treatment;	instead,	two	or	three	treatments	may	be	needed.	Some	80-85%	of	simple	renal	calculi	can	be	effectively	treated	with	ESWL.[7]	A	number	of	factors	can	influence	its
efficacy,	including	chemical	composition	of	the	stone,	presence	of	anomalous	renal	anatomy	and	the	specific	location	of	the	stone	within	the	kidney,	presence	of	hydronephrosis,	body	mass	index,	and	distance	of	the	stone	from	the	surface	of	the	skin.[108]Common	adverse	effects	of	ESWL	include	acute	trauma,	such	as	bruising	at	the	site	of	shock	administration,	and	damage	to	blood	vessels	of	the	kidney.[111][112]
In	fact,	the	vast	majority	of	people	who	are	treated	with	a	typical	dose	of	shock	waves	using	currently	accepted	treatment	settings	are	likely	to	experience	some	degree	of	acute	kidney	injury.[108]	ESWL-induced	acute	kidney	injury	is	dose-dependent	(increases	with	the	total	number	of	shock	waves	administered	and	with	the	power	setting	of	the	lithotriptor)	and	can	be	severe,[108]	including	internal	bleeding	and
subcapsular	hematomas.	On	rare	occasions,	such	cases	may	require	blood	transfusion	and	even	lead	to	acute	kidney	failure.	Hematoma	rates	may	be	related	to	the	type	of	lithotriptor	used;	hematoma	rates	of	less	than	1%	and	up	to	13%	have	been	reported	for	different	lithotriptor	machines.[112]	Recent	studies	show	reduced	acute	tissue	injury	when	the	treatment	protocol	includes	a	brief	pause	following	the
initiation	of	treatment,	and	both	improved	stone	breakage	and	a	reduction	in	injury	when	ESWL	is	carried	out	at	slow	shock	wave	rate.[108]In	addition	to	the	aforementioned	potential	for	acute	kidney	injury,	animal	studies	suggest	these	acute	injuries	may	progress	to	scar	formation,	resulting	in	loss	of	functional	renal	volume.[111][112]	Recent	prospective	studies	also	indicate	elderly	people	are	at	increased	risk	of
developing	new-onset	hypertension	following	ESWL.	In	addition,	a	retrospective	case-control	study	published	by	researchers	from	the	Mayo	Clinic	in	2006	has	found	an	increased	risk	of	developing	diabetes	mellitus	and	hypertension	in	people	who	had	undergone	ESWL,	compared	with	age	and	gender-matched	people	who	had	undergone	nonsurgical	treatment.	Whether	or	not	acute	trauma	progresses	to	long-term
effects	probably	depends	on	multiple	factors	that	include	the	shock	wave	dose	(i.e.,	the	number	of	shock	waves	delivered,	rate	of	delivery,	power	setting,	acoustic	characteristics	of	the	particular	lithotriptor,	and	frequency	of	retreatment),	as	well	as	certain	intrinsic	predisposing	pathophysiologic	risk	factors.[108]To	address	these	concerns,	the	American	Urological	Association	established	the	Shock	Wave
Lithotripsy	Task	Force	to	provide	an	expert	opinion	on	the	safety	and	risk-benefit	ratio	of	ESWL.	The	task	force	published	a	white	paper	outlining	their	conclusions	in	2009.	They	concluded	the	risk-benefit	ratio	remains	favorable	for	many	people.[108]	The	advantages	of	ESWL	include	its	noninvasive	nature,	the	fact	that	it	is	technically	easy	to	treat	most	upper	urinary	tract	calculi,	and	that,	at	least	acutely,	it	is	a
well-tolerated,	low-morbidity	treatment	for	the	vast	majority	of	people.	However,	they	recommended	slowing	the	shock	wave	firing	rate	from	120pulses	per	minute	to	60pulses	per	minute	to	reduce	the	risk	of	renal	injury	and	increase	the	degree	of	stone	fragmentation.[108]Alpha-blockers	are	sometimes	prescribed	after	shock	wave	lithotripsy	to	help	the	pieces	of	the	stone	leave	the	person's	body.[113]	By	relaxing
muscles	and	helping	to	keep	blood	vessels	open,	alpha	blockers	may	relax	the	ureter	muscles	to	allow	the	kidney	stone	fragments	to	pass.	When	compared	to	usual	care	or	placebo	treatment,	alpha	blockers	may	lead	to	faster	clearing	of	stones,	a	reduced	need	for	extra	treatment	and	fewer	unwanted	effects.[113]	They	may	also	clear	kidney	stones	in	more	adults	than	the	standard	shock	wave	lithotripsy	procedure.
The	unwanted	effects	associated	with	alpha	blockers	are	hospital	emergency	visits	and	return	to	hospital	for	stone-related	issues,	but	these	effects	were	more	common	in	adults	who	did	not	receive	alpha-blockers	as	a	part	of	their	treatment.[113]Three-dimensional	reconstructed	CT	scan	image	of	a	ureteral	stent	in	the	left	kidney	(indicated	by	yellow	arrow),	with	a	kidney	stone	in	the	inferior	renal	pelvis	(highest
red	arrow)	and	one	in	the	ureter	beside	the	stent	(lower	red	arrow)A	kidney	stone	at	the	tip	of	an	ultrasonic	stone	disintegration	apparatusMost	stones	under	5mm	(0.2in)	pass	spontaneously.[32][7]	Prompt	surgery	may,	nonetheless,	be	required	in	persons	with	only	one	working	kidney,	bilateral	obstructing	stones,	a	urinary	tract	infection	and	thus,	it	is	presumed,	an	infected	kidney,	or	intractable	pain.[114]
Beginning	in	the	mid-1980s,	less	invasive	treatments	such	as	extracorporeal	shock	wave	lithotripsy,	ureteroscopy,	and	percutaneous	nephrolithotomy	began	to	replace	open	surgery	as	the	modalities	of	choice	for	the	surgical	management	of	urolithiasis.[7]	More	recently,	flexible	ureteroscopy	has	been	adapted	to	facilitate	retrograde	nephrostomy	creation	for	percutaneous	nephrolithotomy.	This	approach	is	still
under	investigation,	though	early	results	are	favorable.[115]	Percutaneous	nephrolithotomy	or,	rarely,	anatrophic	nephrolithotomy,	is	the	treatment	of	choice	for	large	or	complicated	stones	(such	as	calyceal	staghorn	calculi)	or	stones	that	cannot	be	extracted	using	less	invasive	procedures.[57][7]Ureteroscopy	has	become	increasingly	popular	as	flexible	and	rigid	fiberoptic	ureteroscopes	have	become	smaller.	One
ureteroscopic	technique	involves	the	placement	of	a	ureteral	stent	(a	small	tube	extending	from	the	bladder,	up	the	ureter	and	into	the	kidney)	to	provide	immediate	relief	of	an	obstructed	kidney.	Stent	placement	can	be	useful	for	saving	a	kidney	at	risk	for	postrenal	acute	kidney	failure	due	to	the	increased	hydrostatic	pressure,	swelling	and	infection	(pyelonephritis	and	pyonephrosis)	caused	by	an	obstructing
stone.	Ureteral	stents	vary	in	length	from	24	to	30cm	(9.4	to	11.8in)	and	most	have	a	shape	commonly	referred	to	as	a	"double-J"	or	"double	pigtail",	because	of	the	curl	at	both	ends.	They	are	designed	to	allow	urine	to	flow	past	an	obstruction	in	the	ureter.	They	may	be	retained	in	the	ureter	for	days	to	weeks	as	infections	resolve	and	as	stones	are	dissolved	or	fragmented	by	ESWL	or	by	some	other	treatment.	The
stents	dilate	the	ureters,	which	can	facilitate	instrumentation,	and	they	also	provide	a	clear	landmark	to	aid	in	the	visualization	of	the	ureters	and	any	associated	stones	on	radiographic	examinations.	The	presence	of	indwelling	ureteral	stents	may	cause	minimal	to	moderate	discomfort,	frequency	or	urgency	incontinence,	and	infection,	which	in	general	resolves	on	removal.	Most	ureteral	stents	can	be	removed
cystoscopically	during	an	office	visit	under	topical	anesthesia	after	resolution	of	urolithiasis.[116]	Research	is	currently	uncertain	if	placing	a	temporary	stent	during	ureteroscopy	leads	to	different	outcomes	than	not	placing	a	stent	in	terms	of	number	of	hospital	visits	for	post	operative	problems,	short	or	long	term	pain,	need	for	narcotic	pain	medication,	risk	of	UTI,	need	for	a	repeat	procedure	or	narrowing	of	the
ureter	from	scarring.[117]More	definitive	ureteroscopic	techniques	for	stone	extraction	(rather	than	simply	bypassing	the	obstruction)	include	basket	extraction	and	ultrasound	ureterolithotripsy.	Laser	lithotripsy	is	another	technique,	which	involves	the	use	of	a	holmium:yttrium	aluminium	garnet	(Ho:YAG)	laser	to	fragment	stones	in	the	bladder,	ureters,	and	kidneys.[118]Ureteroscopic	techniques	are	generally
more	effective	than	ESWL	for	treating	stones	located	in	the	lower	ureter,	with	success	rates	of	93100%	using	Ho:YAG	laser	lithotripsy.[85]	Although	ESWL	has	been	traditionally	preferred	by	many	practitioners	for	treating	stones	located	in	the	upper	ureter,	more	recent	experience	suggests	ureteroscopic	techniques	offer	distinct	advantages	in	the	treatment	of	upper	ureteral	stones.	Specifically,	the	overall	success
rate	is	higher,	fewer	repeat	interventions	and	postoperative	visits	are	needed,	and	treatment	costs	are	lower	after	ureteroscopic	treatment	when	compared	with	ESWL.	These	advantages	are	especially	apparent	with	stones	greater	than	10mm	(0.4in)	in	diameter.	However,	because	ureteroscopy	of	the	upper	ureter	is	much	more	challenging	than	ESWL,	many	urologists	still	prefer	to	use	ESWL	as	a	first-line
treatment	for	stones	of	less	than	10mm,	and	ureteroscopy	for	those	greater	than	10mm	in	diameter.[85]	Ureteroscopy	is	the	preferred	treatment	in	pregnant	and	morbidly	obese	people,	as	well	as	those	with	bleeding	disorders.[7]CountryEarliest	prevalence	(years)[119]Latest	prevalence	(years)[119]United	States2.6%	(19641972)5.2%	(19881994)Italy1.2%	(1983)1.7%	(19931994)Scotland3.8%	(1977)3.5%
(1987)Spain0.1%	(1977)10.0%	(1991)Turkeyn/a14.8%	(1989)CountryNew	cases	per	100,000	(year)[119]TrendUnited	States116	(2000)decreasingGermany720	(2000)increasingJapan114.3	(2005)increasingSpain270	(1984)decreasingSweden200	(1969)increasingUrolithiasis	deaths	per	million	persons	in	2012	00112233420Kidney	stones	affect	all	geographical,	cultural,	and	racial	groups.	The	lifetime	risk	is	about	10-
15%	in	the	developed	world,	but	can	be	as	high	as	20-25%	in	the	Middle	East.	The	increased	risk	of	dehydration	in	hot	climates,	coupled	with	a	diet	50%	lower	in	calcium	and	250%	higher	in	oxalates	compared	to	Western	diets,	accounts	for	the	higher	net	risk	in	the	Middle	East.[120]	In	the	Middle	East,	uric	acid	stones	are	more	common	than	calcium-containing	stones.[25]	The	number	of	deaths	due	to	kidney
stones	is	estimated	at	19,000	per	year	being	fairly	consistent	between	1990	and	2010.[121]In	North	America	and	Europe,	the	annual	number	of	new	cases	per	year	of	kidney	stones	is	roughly	0.5%.	In	the	United	States,	the	frequency	in	the	population	of	urolithiasis	has	increased	from	3.2%	to	5.2%	from	the	mid-1970s	to	the	mid-1990s.[21]	In	the	United	States,	about	9%	of	the	population	has	had	a	kidney	stone.
[2]The	total	cost	for	treating	urolithiasis	was	US$2billion	in	2003.[59]	About	6580%	of	those	with	kidney	stones	are	men;	most	stones	in	women	are	due	to	either	metabolic	defects	(such	as	cystinuria)	or	infections	in	the	case	of	struvite	stones.[76][122][19]	Urinary	tract	calculi	disorders	are	more	common	in	men	than	in	women.	Men	most	commonly	experience	their	first	episode	between	30	and	40	years	of	age,
whereas	for	women,	the	age	at	first	presentation	is	somewhat	later.[76]	The	age	of	onset	shows	a	bimodal	distribution	in	women,	with	episodes	peaking	at	35	and	55	years.[59]	Recurrence	rates	are	estimated	at	50%	over	a	10-year	and	75%	over	20-year	period,[21]	with	some	people	experiencing	ten	or	more	episodes	over	the	course	of	a	lifetime.[76]A	2010	review	concluded	that	rates	of	disease	are	increasing.
[119]See	also:	List	of	kidney	stone	formersThe	existence	of	kidney	stones	was	first	recorded	thousands	of	years	ago,	with	various	explanations	given;	Joseph	Glanville's	Saducismus	Triumphatus,	for	example,	gives	a	detailed	description	of	Abraham	Mechelburg's	voiding	of	small	stones	through	his	penis'	virga,	attributing	the	issue	to	witchcraft.[123]In	1901,	a	stone	discovered	in	the	pelvis	of	an	ancient	Egyptian
mummy	was	dated	to	4,800BC.Medical	texts	from	ancient	Mesopotamia,	India,	China,	Persia,	Greece,	and	Rome	all	mentioned	calculous	disease.	Part	of	the	Hippocratic	Oath	suggests	there	were	practicing	surgeons	in	ancient	Greece	to	whom	physicians	were	to	defer	for	lithotomies,	or	the	surgical	removal	of	stones.	The	Roman	medical	treatise	De	Medicina	by	Aulus	Cornelius	Celsus	contained	a	description	of
lithotomy,[124]	and	this	work	served	as	the	basis	for	this	procedure	until	the	18th	century.[125]Examples	of	people	who	had	kidney	stone	disease	include	Napoleon	I,	Epicurus,	Napoleon	III,	Peter	the	Great,	Louis	XIV,	George	IV,	Oliver	Cromwell,	Lyndon	B.	Johnson,	Benjamin	Franklin,	Michel	de	Montaigne,	Francis	Bacon,	Isaac	Newton,	Samuel	Pepys,	William	Harvey,	Herman	Boerhaave,	and	Antonio	Scarpa.
[126]New	techniques	in	lithotomy	began	to	emerge	starting	in	1520,	but	the	operation	remained	risky.	After	Henry	Jacob	Bigelow	popularized	the	technique	of	litholapaxy	in	1878,[127]	the	mortality	rate	dropped	from	about	24%	to	2.4%.	However,	other	treatment	techniques	continued	to	produce	a	high	level	of	mortality,	especially	among	inexperienced	urologists.[125][126]	In	1980,	Dornier	MedTech	introduced
extracorporeal	shock	wave	lithotripsy	for	breaking	up	stones	via	acoustical	pulses,	and	this	technique	has	since	come	into	widespread	use.[108]The	term	renal	calculus	is	from	the	Latin	rns,	meaning	"kidneys",	and	calculus,	meaning	"pebble".	Lithiasis	(stone	formation)	in	the	kidneys	is	called	nephrolithiasis	(/nfrolass/),	from	nephro-,	meaning	kidney,	+	-lith,	meaning	stone,	and	-iasis,	meaning	disorder.	A	distinction
between	nephrolithiasis	and	urolithiasis	can	be	made	because	not	all	urinary	stones	(uroliths)	form	in	the	kidney;	they	can	also	form	in	the	bladder.	But	the	distinction	is	often	clinically	irrelevant	(with	similar	disease	process	and	treatment	either	way)	and	the	words	are	thus	often	used	loosely	as	synonyms.Although	kidney	stones	do	not	often	occur	in	children,	the	incidence	is	increasing.[128]	These	stones	are	in
the	kidney	in	two	thirds	of	reported	cases,	and	in	the	ureter	in	the	remaining	cases.	Older	children	are	at	greater	risk	independent	of	whether	or	not	they	are	male	or	female.[129]As	with	adults,	most	pediatric	kidney	stones	are	predominantly	composed	of	calcium	oxalate;	struvite	and	calcium	phosphate	stones	are	less	common.	Calcium	oxalate	stones	in	children	are	associated	with	high	amounts	of	calcium,
oxalate,	and	magnesium	in	acidic	urine.[130]Treatment	of	kidney	stones	in	children	is	similar	to	treatments	for	adults,	including	shock	wave	lithotripsy,	medication,	and	treatment	using	scope	through	the	bladder,	kidney	or	skin.[131]	Of	these	treatments,	research	is	uncertain	if	shock	waves	are	more	effective	than	medication	or	a	scope	through	the	bladder,	but	it	is	likely	less	successful	than	a	scope	through	skin
into	the	kidney.[131]	When	going	in	with	a	scope	through	the	kidney,	a	regular	and	a	mini-sized	scope	likely	have	similar	success	rates	of	stone	removal.	Alpha-blockers,	a	type	of	medication,	may	increase	the	successful	removal	of	kidney	stones	when	compared	with	a	placebo	and	without	ibuprofen.[131]Metabolic	syndrome	and	its	associated	diseases	of	obesity	and	diabetes	as	general	risk	factors	for	kidney	stone
disease	are	under	research	to	determine	if	urinary	excretion	of	calcium,	oxalate	and	urate	are	higher	than	in	people	with	normal	weight	or	underweight,	and	if	diet	and	physical	activity	have	roles.[132][133]	Dietary,	fluid	intake,	and	lifestyle	factors	remain	major	topics	for	research	on	prevention	of	kidney	stones,	as	of	2017.[134]The	gut	microbiota	has	been	explored	as	a	contributing	factor	for	stone	disease,
indicating	that	some	bacteria	may	be	different	in	people	forming	kidney	stones.[135]	One	bacterium,	Oxalobacter	formigenes,	is	potentially	beneficial	for	mitigating	calcium	oxalate	stones	because	of	its	ability	to	metabolize	oxalate	as	its	sole	carbon	source,[136]	but	2018	research	suggests	that	it	is	instead	part	of	a	network	of	oxalate	degrading	bacteria.[137]	Additionally,	one	study	found	that	oral	antibiotic	use,
which	alters	the	gut	microbiota,[138]	can	increase	the	odds	of	a	person	developing	a	kidney	stone.[139]Among	ruminants,	uroliths	more	commonly	cause	problems	in	males	than	in	females;	the	sigmoid	flexure	of	the	ruminant	male	urinary	tract	is	more	likely	to	obstruct	passage.	Early-castrated	males	are	at	greater	risk,	because	of	lesser	urethral	diameter.[140]Low	Ca:P	intake	ratio	is	conducive	to	phosphatic	(e.g.
struvite)	urolith	formation.[140]	Incidence	among	wether	lambs	can	be	minimized	by	maintaining	a	dietary	Ca:P	intake	ratio	of	2:1.[140][141]Alkaline	(higher)	pH	favors	formation	of	carbonate	and	phosphate	calculi.	For	domestic	ruminants,	dietary	cation:	anion	balance	is	sometimes	adjusted	to	assure	a	slightly	acidic	urine	pH,	for	prevention	of	calculus	formation.[140]Differing	generalizations	regarding	effects	of
pH	on	formation	of	silicate	uroliths	may	be	found.[140][142]	In	this	connection,	it	may	be	noted	that	under	some	circumstances,	calcium	carbonate	accompanies	silica	in	siliceous	uroliths.[143]Pelleted	feeds	may	be	conducive	to	formation	of	phosphate	uroliths,	because	of	increased	urinary	phosphorus	excretion.	This	is	attributable	to	lower	saliva	production	where	pelleted	rations	containing	finely	ground
constituents	are	fed.	With	less	blood	phosphate	partitioned	into	saliva,	more	tends	to	be	excreted	in	urine.[144]	(Most	saliva	phosphate	is	fecally	excreted.[145])Oxalate	uroliths	can	occur	in	ruminants,	although	such	problems	from	oxalate	ingestion	may	be	relatively	uncommon.	Ruminant	urolithiasis	associated	with	oxalate	ingestion	has	been	reported.[146]	However,	no	renal	tubular	damage	or	visible	deposition
of	calcium	oxalate	crystals	in	kidneys	was	found	in	yearling	wether	sheep	fed	diets	containing	soluble	oxalate	at	6.5	percent	of	dietary	dry	matter	for	about	100	days.[147]Conditions	limiting	water	intake	can	result	in	stone	formation.[148]Various	surgical	interventions,	e.g.	amputation	of	the	urethral	process	at	its	base	near	the	glans	penis	in	male	ruminants,	perineal	urethrostomy,	or	tube	cystostomy	may	be
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chronic	kidney	disease	(CKD)	refers	to	the	gradual	loss	of	kidney	function	over	time	due	to	medical	conditions	that	weaken	kidney	function.Kidneys	play	many	important	roles	in	a	childs	overall	health.	They	make	urine,	and	filter	water	and	waste	out	of	the	blood.	Kidneys	also	balance	salts	and	minerals	that	circulate	in	the	blood,	and	make	hormones	that	control	blood	pressure	and	create	red	blood	cells.	When	the
kidney	doesn't	function	properly,	it	can	lead	health	complications	and	kidney	failure.Chronic	kidney	disease	(CKD)	does	not	disappear	with	treatment	and	often	gets	worse	over	time.Read	more	+Children	in	the	early	stages	of	chronic	kidney	disease	may	not	show	any	symptoms.The	following	symptoms	may	not	be	apparent	until	the	disease	is	more	serious:Read	more	+Blood	test	-	estimated	glomerular	filtration
rate	(eGFR)	and	urine	albumin-creatinine	ration	(uACR)	which	are	repeated	to	confirm	long-term	damage	over	three	months	or	more.Read	more	+If	your	cat	has	started	urinating	blood	(officially	termed	haematuria),	its	likely	youre	worried.	You	should	know	what	peeing	blood	can	mean,	how	to	treat	urinary	problems	in	cats,	and	when	to	contact	the	vet	so	that	you	can	give	your	cat	the	best	care.	Quick	Overview:
Blood	In	Cat	Urine	(Hematuria)	Causes	of	Blood	in	Cat	UrineYour	cats	urinary	system	starts	at	the	kidneys.	Urine	produced	here	moves	through	the	ureters	and	is	stored	in	the	bladder	until	it	is	voided	through	the	urethra	and	into	the	tray.Things	can	go	wrong	with	any	part	of	this	system	to	cause	blood	in	your	cats	urine.	The	most	common	problems	occur	in	the	lower	urinary	tract	(the	bladder	and	urethra)	and
form	a	spectrum	of	diseases	called	Feline	Lower	Urinary	Tract	Disease	or	FLUTD.The	Kidneys	and	UretersThe	kidneys	and	ureters	are	a	rare	cause	of	feline	haematuria.	Kidneys	suffering	from	failure	can	bleed,	especially	when	the	cat	also	has	high	blood	pressure.	Cats	can	also	suffer	from	kidney	and	ureter	tumours.	Compared	to	haematuria	from	the	bladder	or	urethra,	bleeding	from	the	kidneys	and	ureters	is
rare.The	BladderMost	possible	causes	of	blood	in	your	cats	urine	happen	in	the	bladder	and	can	include	bladder	tumours,	bladder	infections,	and	bladder	stones.	However,	the	most	common	cause	of	blood	coming	from	the	bladder	is	Feline	Idiopathic	Cystitis,	or	FIC.Feline	idiopathic	cystitis	can	only	truly	be	diagnosed	when	all	the	other	causes	of	cystitis	have	been	ruled	out,	but	its	often	presumed	in	young	and
otherwise	healthy	cats	because	its	so	common.We	dont	yet	fully	know	why	it	happens,	but	we	do	know	some	things-	it	appears	to	be	linked	to	stress,	and	is	more	common	in	indoor,	overweight,	female	cats	on	a	dry	diet.	In	FIC,	the	cells	of	the	bladder	wall	are	usually	defective,	having	too	little	glycosaminoglycans	to	work	properly.	And	stress	causes	nerves	in	the	bladder	to	be	stimulated	to	release	neurotransmitters
that	increase	inflammation.Bladder	infections	do	occur	in	cats,	but	much	less	commonly.	Normal	feline	urine	isnt	a	good	place	for	bacteria	to	thrive,	so	an	infection	often	has	an	underlying	cause	such	as	diabetes	or	renal	disease,	where	the	urine	is	changed	to	the	benefit	of	the	bacteria.Stones	and	crystals	can	also	form	in	your	cats	bladder.Whilst	crystals	pass	without	harm,	stones	can	cause	major	irritation	and
inflammation,	and	pave	the	way	for	more	serious	infection.	The	cause	of	bladder	stones	is	not	fully	understood,	but	a	combination	of	dietary	factors	(such	as	diets	with	high	mineral	content),	a	sedentary	lifestyle,	obesity,	and	concentration	of	urine	can	lead	to	disease.The	UrethraBlood	in	cat	urine	is	most	often	caused	by	issues	in	the	lower	urinary	tract	(from	the	bladder	to	the	urethra),	but	it	may	also	stem	from	the
kidneys	and	ureters.The	urethra	is	the	tube	that	connects	your	cats	bladder	to	the	outside	world,	therefore	anything	that	goes	wrong	with	the	bladder	usually	affects	the	urethra	too.The	most	common	things	to	go	wrong	with	the	urethra	are	inflammation	caused	by	FIC	or	by	the	movement	of	bladder	stones	or	uroliths.	Infections	are	also	possible,	but	as	with	bladder	infection,	urethral	infection	is	rare.The	urethra
can	also	become	blocked	by	a	stone	(and/or	by	a	plug	of	mucus	in	the	male	cat),	which	stops	the	flow	of	urine	altogether.	This	is	an	emergency,	and	your	cat	will	likely	be	very	uncomfortable,	straining,	crying,	and	visiting	the	tray	but	producing	nothing.	A	blocked	cat	can	become	fatal	within	a	few	hours,	so	if	you	see	these	signs	you	should	visit	the	nearest	open	vet	as	soon	as	possible.What	To	Do	if	Your	Cat	Has



Blood	in	Their	Urine?If	you	notice	your	cat	has	blood	in	their	urine,	its	time	to	talk	to	your	vet.	If	possible,	you	should	get	a	sample	of	the	urine	to	take	for	testing.This	can	be	done	by	using	a	special	non-absorbent	cat	litter.	Alternatively,	if	your	cat	has	peed	in	the	bath	or	on	a	tiled	floor,	you	may	be	able	to	suck	it	up	with	a	pipette	or	syringe.	If	you	cant	get	a	sample,	dont	worry-	your	vet	may	be	able	to	get	one	for
you.Try	to	get	an	appointment	within	the	next	24	hours,	as	many	conditions	causing	blood	in	the	urine	of	cats	are	painful.Your	vet	will	want	to	examine	your	cat	and	feel	their	bladder.	If	this	is	the	first	time	your	cat	has	had	this	problem,	you	and	your	vet	will	need	to	discuss	whether	to	investigate	further,	or	whether	to	trial	treatment	for	FIC.	Whether	this	is	appropriate	will	depend	on	your	cats	age,	gender,	and
other	symptoms.Further	investigations	are	likely	to	involve	urine	tests,	ultrasound	exams,	blood	tests,	and	even	x-rays.Treatment	for	Urinary	Tract	DiseaseTreating	blood	in	your	cats	urine	should	address	the	underlying	cause	of	the	haematuria.	For	cats	with	a	urethral	blockage,	treatment	is	urgent	and	involves	catheterization.The	exact	treatment	your	cat	undergoes	will	depend	on	their	symptoms	and	final
diagnosis.	For	the	most	common	cause-	cystitis-	theres	no	specific	treatment.	Instead,	symptoms	are	controlled	using	anti-inflammatories.Herbal	supplements	are	available	that	may	help	the	bladder	lining,	but	most	of	these	have	little	clinical	evidence	to	back	their	use.	Since	FIC	is	associated	with	stress,	calming	supplements	may	also	be	of	use.Of	course,	if	your	cat	is	suffering	from	another	type	of	urinary	tract
disease,	treatment	might	differ.	Cats	with	infections,	for	instance,	will	need	antibiotics,	as	well	as	treatment	for	the	underlying	cause.	Cats	with	urinary	stones	may	need	a	special	diet	to	help	reduce	the	crystals	in	the	urine,	and	these	stones	may	need	to	be	removed	surgically.Cats	with	a	blocked	urethra	will	need	unblocking	urgently-	by	passing	a	urinary	catheter	under	general	anaesthetic.	And	cats	with	bladder
tumours	may	have	chemotherapy	or	surgery	as	an	option-	although	whether	this	is	appropriate	for	your	cat	is	a	decision	for	you	and	the	veterinary	surgeon	to	make	together.In	all	cases,	increasing	your	cats	water	intake	is	an	important	part	of	treatment.	You	can	do	this	by	switching	your	cat	to	wet	food,	by	adding	water	to	your	cats	dry	food,	and	by	encouraging	drinking	using	a	variety	of	bowls	and	fountains
scattered	throughout	the	house.There	is	some	new	evidence	that	suggests	that	water	supplements	may	increase	hydration	in	cats	too-	so	thats	something	to	look	out	for	in	the	future.Also	Read:	How	Much	Water	Should	a	Cat	Drink?ConclusionUrinary	tract	disease	is	very	common	in	cats.	Whilst	all	parts	of	the	urinary	system	can	be	affected,	the	most	common	cause	of	blood	in	the	urine	is	idiopathic	cystitis,	or	FIC.
Cats	with	FIC	are	prone	to	recurrent	attacks,	and	it	can	be	painful.	Knowing	the	signs,	and	knowing	when	to	take	your	cat	to	the	vet,	is	the	key	to	fighting	this	painful	condition.	Blood	in	your	cats	urine	could	mean	an	infection,	inflammation,	bladder	stones,	a	bladder	tumour,	or	some	other	form	of	urinary	tract	disease.	It	should	be	investigated	by	a	vet	to	find	out	what	is	wrong.	A	cat	peeing	blood	is	urgent,	but	not
an	emergency-	as	long	as	they	remain	well	in	themselves.	It	can	be	dangerous	if	left	untreated	and	its	probably	painful,	so	they	should	see	the	vet	within	24	hours.	However,	if	your	cat	stops	urinating	and	starts	straining	at	any	point,	this	should	be	seen	as	an	emergency.	Urinary	infections	should	be	treated	with	antibiotics	from	your	vet.	However,	its	important	to	remember	that	many	problems	that	look	like	a	UTI
might	not	be,	as	urinary	infections	are	rare	in	cats.	Therefore,	antibiotics	should	only	be	given	if	your	cats	urine	has	significant	numbers	of	bacteria.	A	UTI	is	not	an	emergency	in	cats.	However,	it	should	be	seen	within	24	hours	as	its	likely	to	be	uncomfortable.	If	your	cat	stops	peeing	and	starts	straining	and	yowling,	especially	if	your	cat	is	male,	then	it	is	an	emergency	and	you	should	call	the	nearest	open
veterinary	clinic	for	advice.	Share	copy	and	redistribute	the	material	in	any	medium	or	format	for	any	purpose,	even	commercially.	Adapt	remix,	transform,	and	build	upon	the	material	for	any	purpose,	even	commercially.	The	licensor	cannot	revoke	these	freedoms	as	long	as	you	follow	the	license	terms.	Attribution	You	must	give	appropriate	credit	,	provide	a	link	to	the	license,	and	indicate	if	changes	were	made	.
You	may	do	so	in	any	reasonable	manner,	but	not	in	any	way	that	suggests	the	licensor	endorses	you	or	your	use.	ShareAlike	If	you	remix,	transform,	or	build	upon	the	material,	you	must	distribute	your	contributions	under	the	same	license	as	the	original.	No	additional	restrictions	You	may	not	apply	legal	terms	or	technological	measures	that	legally	restrict	others	from	doing	anything	the	license	permits.	You	do
not	have	to	comply	with	the	license	for	elements	of	the	material	in	the	public	domain	or	where	your	use	is	permitted	by	an	applicable	exception	or	limitation	.	No	warranties	are	given.	The	license	may	not	give	you	all	of	the	permissions	necessary	for	your	intended	use.	For	example,	other	rights	such	as	publicity,	privacy,	or	moral	rights	may	limit	how	you	use	the	material.	TreatmentConditionsPediatric	urinary	tract
infection	(UTI)Your	child	can	get	a	urinary	tract	infection	(UTI)	when	bacteria	enter	the	urinary	tract	and	multiply.Request	an	AppointmentRefer	a	PatientThe	urinary	tract	is	made	up	of	two	kidneys,	two	ureters,	the	urethra,	and	the	bladder.	The	kidneys	filter	liquid	waste	from	the	blood	and	send	it	through	the	ureters,	which	are	narrow	tubes,	to	the	bladder,	where	it	is	stored.Your	childs	bladder	is	a	hollow	organ
shaped	like	a	triangle.	When	the	bladder	empties,	the	urine	travels	out	of	the	body	through	the	urethra.A	urinary	tract	infection	is	an	infection	in	the	urinary	tract	including	bladder,	ureters,	and	kidneys.They	are	typically	diagnosed	with	a	urinalysis	and	or	a	urine	culture.Most	of	the	time,	urinary	tract	infections	are	treated	easily	by	your	childs	doctor.	However,	some	children	have	problems	with	their	kidneys	that
cause	them	to	get	frequent	urinary	tract	infections.If	your	child	experiences	multiple	urinary	tract	infections	or	febrile	urinary	tract	infections,	please	notify	a	urologist.These	symptoms	are	more	alarming	and	may	need	further	imaging.Risk	factorsUrinary	tract	infections	(UTIs)	are	very	common	in	children.	Because	they	have	a	shorter	urinary	tract,	girls	are	more	likely	than	boys	to	have	the	infections.Children
younger	than	3	to	5	years	of	age	are	less	likely	than	older	children	to	get	urinary	tract	infections.	These	infections	are	also	more	common	in	children	with	a	partial	or	complete	blockage	in	the	urinary	tract.Read	more	+Children	experience	urinary	tract	infections	in	different	ways.	The	symptoms	are	similar	to	those	of	other	conditions,	so	its	important	to	seek	medical	care	when	your	child	experiences	these
symptoms.The	most	worrisome	symptoms	include:FeverVomitingFlank	painPainful	urinationSuprapubic	painBurning	with	urinationChanges	in	voiding	habitsSymptoms	in	babies:Symptoms	in	older	children:Discomfort	above	the	pubic	bonePain	in	the	lower	back	or	lower	pelvisIncontinenceHematuria	(blood	in	the	urine)Cloudy	urineStrong-smelling	urinePain,	burning,	or	difficulty	with	urinationFrequent	urination,
urgency	to	urinate,	or	urinating	only	small	amountsFatiguePoor	appetiteSymptoms	that	may	indicate	that	the	infection	has	spread	to	the	kidneys	include:Chills	and	shakingHigh	feverNausea	and	vomitingSevere	pain	in	the	bellyPain	in	the	side	or	backFlushed,	red,	or	warm	skinRead	more	+A	doctor	may	suspect	that	your	child	has	a	urinary	tract	infection	(UTI)	after	reviewing	your	childs	symptoms	and	performing
a	physical	examination.	Then	your	childs	doctor	will	test	your	childs	urine	before	treating	the	infection.UrinalysisMost	likely,	your	childs	doctor	will	use	a	urinalysis,	or	testing	of	a	sample	of	your	childs	urine	to	check	for	signs	of	infection,	such	as	white	blood	cells.	A	urine	sample	will	also	be	sent	to	a	laboratory	for	a	culturea	test	to	determine	if	bacteria	or	other	germs	are	in	the	urine.You	may	have	to	help	or
encourage	your	child	collect	the	urine	sample	in	a	sterile	container.	If	a	child	is	very	young,	your	childs	health	care	provider	may	collect	the	sample	through	a	special	removable	container	that	seals	to	your	childs	skin	or	with	the	use	of	a	catheter,	a	thin	tube	inserted	into	your	childs	urethra.UltrasoundIn	rare	cases,	your	child	may	need	an	ultrasound	examination	on	his	kidneys	and	bladder.	The	test	is	painless	and
noninvasive.	A	technologist	guides	a	probe	over	the	kidney	from	the	outside,	which	creates	high-frequency	sound	waves	that	bounce	back	from	the	kidney,	forming	an	image	on	a	video	screen.Follow	upOnce	your	childs	infection	has	gone	away,	doctors	may	need	to	perform	tests	to	determine	the	cause	of	the	infection	or	frequent	infections,	which	might	indicate	a	problem	with	the	kidneys.	These	tests	may
include:These	and	other	tests	help	doctors	find	and	better	manage	problems	with	your	childs	kidneys	and	urinary	tract	that	cause	frequent	urinary	tract	infections	and	kidney	infection	and	disease.Read	more	+The	micro-organisms	that	cause	urinary	infections	are	usually	bacteria.	Most	live	in	the	colon,	sometimes	attach	to	the	urethra	and	enter	the	urinary	tract.	These	germs	then	move	up	into	the	bladder	and,
possibly,	the	kidney,	and	start	to	multiply.Although	urinary	tract	infections	are	sometimes	called	bladder	infections,	they	can	affect	any	part	of	the	urinary	tract.	Urinary	tract	infections	in	children	typically	involve	the	bladder.The	urinary	tract	is	normally	a	sterile	environment,	but	bacteria	can	enter	it	for	a	variety	of	reasons,	includingA	urinary	tract	problem	called	vesicoureteral	reflux	that	causes	urine	to	flow	into
the	ureters	and	kidneysIllnesses	of	the	brain	or	nervous	system	that	make	it	difficult	to	empty	the	bladderBirth	defects	or	changes	over	time	in	the	structure	of	the	urinary	tractFailure	to	urinate	enough	during	the	dayIn	girls,	wiping	from	back	to	front,	rather	than	from	front	to	back,	after	going	to	the	bathroom.	Wiping	from	back	to	front	can	transmit	bacteria	from	the	anus	to	the	urethra.Read	more	+If	your	child
has	a	urinary	tract	infection,	sometimes	called	a	bladder	infection,	the	problem	is	not	serious.	However,	you	should	take	your	child	to	the	doctor	to	make	sure	your	child	gets	symptom	relief	and	that	the	infection	doesnt	spread	to	your	childs	kidneys.Most	urinary	tract	infections	are	treated	with	an	antibiotic.However	it's	more	important	to	prevent	urinary	tract	infections.Things	like	voiding	frequently,	drinking
plenty	of	water,	proper	hygiene,	and	constipation	management.Treatments	for	urinary	tract	infections:Antibiotics	to	get	rid	of	the	infectionMedications	to	reduce	painNon-drug	methods	of	pain	control,	such	as	the	application	of	a	heating	padInstructions	to	drink	more	fluidsYour	child	will	probably	need	to	return	to	the	doctors	office	for	a	follow-up	visit	after	treatment	with	antibiotics.	You	should	make	sure	your
child	takes	all	of	the	antibiotics	as	directed	and	that	your	child	continues	drinking	plenty	of	fluids	and	going	to	the	restroom	as	soon	as	she	feels	the	urge,	in	order	to	prevent	future	urinary	tract	infections.If	your	child	has	frequent	or	repeated	infections,	your	childs	doctor	may	recommend	treating	the	cause	of	the	infection	or	refer	you	to	a	specialist	who	treats	childhood	kidney	or	urinary	tract	disorders.	For
example,	some	children	have	a	urinary	obstruction,	or	blockage,	that	prevents	urine	from	leaving	the	kidney	as	it	should.	Some	of	these	problems	require	surgery	to	correct	the	abnormality.Read	more	+1003022765172015736512755954311699700740122556243216293968581043257686163911863114171687661689635690101311180619424601911023281136171094800519121491541003128604Read	more
+Request	an	AppointmentRefer	a	PatientHealthy	habits	to	support	bladder	health	in	kidsCommon	bladder	issues	in	childrenShould	I	circumcise	my	son?A	pediatric	urologist	answers	common	boy	mom	questionsFollow	Children's	Health	on	social	mediaSubscribe	to	our	email	newsletterAlport	syndrome	is	a	rare,	inherited	(genetic)	condition	that	affects	the	kidneys	and	can	sometimes	cause	problems	with	your
childs	hearing	and	vision.Alport	syndrome	is	a	rare,	genetic	disorder	that	damages	the	tiny	blood	vessels	called	glomeruli	in	a	childs	kidneys.	When	glomeruli	are	damaged,	they	are	unable	to	filter	waste	and	remove	extra	fluid	from	the	body	as	needed.	This	causes	a	gradual	loss	of	kidney	function	and	can	lead	to	kidney	disease,	kidney	failure	and	eventually,	end-stage	renal	disease	(ESRD).The	genes	affected	by
Alport	syndrome	control	a	protein	called	collagen.	Collagen	plays	an	important	role	in	normal	kidney	function	and	affects	the	eyes	and	ears.	Therefore,	children	with	Alport	syndrome	may	also	suffer	from	abnormalities	in	their	eyes	and	ears	that	can	lead	to	vision	and	hearing	loss.Alport	syndrome	was	first	described	by	Dr.	Cecil	Alport	who	published	a	paper	in	1927	describing	the	syndrome.Read	more	+There	are
three	genetic	types	of	Alport	syndrome:X-linked	Alport	syndrome	(XLAS)	-the	most	common	type	of	Alport	syndrome,	caused	by	mutations	in	the	COL4A5	gene	located	on	the	X	chromosome.Autosomal	recessive	Alport	syndrome	(ARAS)	-	thishappens	when	a	child	receives	a	copy	of	a	defective	gene	from	both	parents.Autosomal	dominant	Alport	syndrome	(ADAS)	-the	least	common	type	of	Alport	syndrome,	caused
by	mutations	to	the	COL4A3	or	COL4A4	genes.Read	more	+Symptoms	of	Alport	syndrome	depend	on	the	specific	gene	mutation.	All	children	with	Alport	syndrome	will	have	symptoms	that	affect	the	kidneys.	The	first	and	most	common	symptom	of	Alport	symptoms	is	usually	hematuria	(blood	in	the	urine).Risk	factorsMale	children	with	Alport	syndrome	are	more	likely	than	females	to	have	problems	with	hearing
and	vision.Other	symptoms	may	include:Edema	(swelling	in	the	ankles,	legs	and	face)Hypertension	(high	blood	pressure)Loss	of	kidney	functionProgressive	hearing	lossProteinuria	(protein	in	the	urine)Vision	problems	that	affect	the	cornea,	lens	and	retinaRarely,	chest	and	abdominal	aneurysms	may	occur	in	males	with	Alport	syndrome.Read	more	+Alport	syndrome	is	caused	by	mutations	(changes)	to	specific
genes	before	a	child	is	born.Read	more	+TreatmentConditionsPediatric	hematuria	(blood	in	urine)Request	an	AppointmentRefer	a	PatientHematuria	(hematuria)	is	the	presence	of	blood	in	the	urine.	If	your	child	has	blood	in	her	urine,	it	can	go	away	on	its	own,	or	it	might	be	the	only	symptom	of	a	problem	that	a	doctor	needs	to	check.When	you	can	see	blood	in	the	urine,	it	is	the	red	blood	cells	causing	the	urine	to
appear	red,	pink	or	the	color	of	rust	or	cola.	Apart	from	the	appearance	of	blood	in	the	urine,	children	with	hematuria	usually	do	not	have	symptoms.If	your	childs	hematuria	is	caused	by	a	urinary	tract	infection	(UTI),	your	child	may	complain	of	burning	when	they	urinate,	or	of	feeling	the	need	to	urinate	frequently.	Having	pain	or	urinary	symptoms,	or	not	having	them,	has	little	to	do	with	how	severe	your	childs
hematuria	might	be.Read	more	+If	you	think	your	child	has	hematuria,	or	blood	in	the	urine,	you	should	visit	your	childs	doctor.	The	doctor	will	examine	your	child	and	ask	questions	about	your	childs	health.At	the	doctors	office,	your	child	will	be	asked	to	give	a	urine	sample.	The	urine	will	be	collected	and	a	dipsticka	strip	of	paper	treated	with	chemicalswill	be	inserted	into	the	urine.	When	blood	is	visible	in	the
urine	or	when	spots	on	the	dipstick	change	color,	indicating	the	presence	of	red	blood	cells,	your	childs	doctor	may	make	the	diagnosis	of	hematuria.Sometimes,	hematuria	is	microscopic,	or	cant	be	seen	without	the	help	of	a	microscope.	The	doctor	may	send	your	childs	urine	sample	to	a	lab	for	further	testing.	The	test	might	reveal	red	blood	cells	in	the	urine,	or	white	blood	cells,	which	can	mean	your	child	has	a
urinary	tract	infection.Its	important	to	find	out	the	cause	of	microscopic	hematuria	as	soon	as	possible,	especially	if	your	child	has	hypertension	(high	blood	pressure),	chronic	kidney	disease	(CKD)	or	excessive	protein	in	the	urine.Additional	testYour	childs	doctor	may	order	additional	tests	to	determine	how	your	childs	kidneys	are	functioning	and	gather	other	important	information	about	possible	causes	of
hematuria.Urine	tests-Additional	urinalysis	can	help	doctors	learn	the	problem	causing	hematuria,	such	as	infection,	cancer,	or	kidney	disease.	Urine	tests	can	also	detect	levels	of	protein,	calcium	and	creatinine	for	imbalances,	which	may	be	signs	of	kidney	disease.Blood	tests	-Your	childs	doctor	may	draw	a	sample	of	blood	and	send	it	to	a	laboratory	to	be	analyzed	for	levels	of	creatinine,	a	waste	product	in	the
blood.	High	levels	of	creatinine	may	indicate	kidney	disease.Ultrasound-An	ultrasound	of	the	kidney	or	bladder	can	reveal	or	rule	out	a	structural	problem	as	the	cause	of	your	childs	hematuria.	This	test	provides	the	doctor	with	information	about	the	size	and	shape	of	the	kidney	and	helps	detect	cysts,	kidney	stones,	obstructions,	lumps	or	other	problems.	A	technologist	moves	a	probe	over	the	kidney	and	bladder,
creating	sound	waves	that	bounce	back	from	the	organs	and	forming	an	image	that	can	be	viewed	on	a	video	screen.Biopsy	-When	findings	of	blood	tests	are	abnormal,	protein	levels	in	the	urine	are	high,	or	when	there	is	a	family	history	of	kidney	disease,	your	childs	doctor	may	recommend	a	biopsy.	Your	child	will	receive	a	light	sedative	and	local	anesthesia,	and	the	doctor	directs	a	needle	into	the	kidneys,	using
ultrasound	or	computed	tomography	(CT)	for	guidance.	A	CT	is	atest	that	uses	cross-sectional	X-ray	images	to	provide	detailed	images.	The	kidney	tissue	is	examined	in	a	laboratory	to	determine	whether	a	kidney	disease	is	causing	your	childs	hematuria.Less	commonly	your	childs	doctor	might	recommend:Intravenous	pyelogram	-an	X-ray	of	the	kidneys	that	provides	information	about	how	the	kidneys	drain
urineVoiding	cystourethrogram	-an	X-ray	of	the	bladder	and	urethrathe	tubes	that	let	urine	pass	from	the	bodyCystoscopy	-a	test	in	which	a	scope	is	passed	through	the	urethra	to	view	the	bladder	and	urinary	tractRead	more	+Babies	are	born	with	two	kidneys.	One	of	the	functions	of	the	kidneys	is	to	filter	blood	from	urine.Hematuria	may	occur	because	blood	leaks	through	the	kidneys	filters	or	comes	from	any
part	of	the	urinary	tract,	including	the	kidneys,	which	produce	urine;	the	bladder,	where	urine	is	stored;	the	ureters,	which	transport	urine	from	the	kidneys	to	the	bladder;	or	the	urethra,	the	tube	the	urine	passes	through	as	it	leaves	your	childs	body.Hematuria	is	common	in	children	and	may	result	from	several	causes,	including:Diseases	that	run	in	familiesAlport	syndromePolycystic	kidney	disease
(PKD)Excessive	amounts	of	minerals	in	the	urine,	such	as	high	levels	of	calciumInjury,	blockage,	birth	defects	or	other	abnormal	structures	in	the	urinary	tractincludingstones	or	cysts,	which	are	sacs	filled	with	fluid,	in	the	kidneyKidney	diseaseKidney	stonesSickle	cell	disease	(in	African-Americans)Tumors	or	cancers	(rare)Urinary	infection	-In	many	cases,	doctors	can	find	no	particular	cause	for	hematuria.Read
more	+If	your	child	has	hematuria,	or	blood	in	the	urine,	they	might	not	need	treatment;	sometimes	the	problem	is	mild	and	goes	away	on	its	own.Sometimes,	though,	hematuria	can	be	a	sign	of	a	problem	in	your	childs	body.	For	this	reason,	your	childs	doctor	may	want	to	perform	tests	to	find	out	whats	causing	the	blood	to	appear	in	the	urine.Once	your	childs	doctor	knows	the	cause,	your	child	will	receive
treatment	that	manages	the	cause,	which	will	eventually	get	rid	of	the	blood	in	your	urine	and	any	symptoms	your	child	might	have.For	example,	if	your	child	has	a	urinary	tract	infection	(UTI),	the	doctor	might	give	your	child	antibiotics.	You	should	make	sure	your	child	takes	all	of	the	antibiotics.	Often,	the	doctor	also	will	recommend	that	your	child	have	a	follow-up	examination	or	urine	test	to	make	sure	the
infection	is	cured.Other	causes	of	hematuria	may	require	different	types	of	treatment.	If	your	childs	hematuria	is	from	a	kidney	stone,	for	example,	your	child	will	have	pain	and	doctors	will	remove	the	kidney	stone.	If	your	childs	hematuria	is	from	sickle	cell	disease,	doctors	will	try	to	manage	the	blood	disorder	so	that	it	doesnt	cause	hematuria.Read	more
+1003022765172015736512755954311699700740122556243216293968581043257686163911863114171687661689635690101311180619424601911023281136171094800519121491541003128604Read	more	+Request	an	AppointmentRefer	a	PatientA	pediatric	urologist	answers	common	boy	mom	questionsFollow	Children's	Health	on	social	mediaSubscribe	to	our	email	newsletter	As	a	library,	NLM	provides
access	to	scientific	literature.	Inclusion	in	an	NLM	database	does	not	imply	endorsement	of,	or	agreement	with,	the	contents	by	NLM	or	the	National	Institutes	of	Health.	Learn	more:	PMC	Disclaimer	|	PMC	Copyright	Notice	Curr	Treat	Options	Pediatr.	Author	manuscript;	available	in	PMC:	2019	Sep	1.	This	paper	provides	a	review	of	the	diagnostic	evaluation	of	bothmicroscopic	and	gross	hematuria,	as	well	as	an
update	on	the	pathogenesis,clinical	features,	and	treatment	strategies	for	several	diseases	of	thekidneys	and	urinary	tract	in	which	hematuria	is	a	prominent	finding.	Thegoal	is	to	provide	pediatric	providers	with	a	framework	through	whichappropriate	and	expeditious	referral	to	subspecialty	care	may	be	made	fordefinitive	treatment.Although	there	has	been	great	heterogeneity	in	published	treatmentstrategies	for
many	causes	of	hematuria,	the	Kidney	Diseases	ImprovingGlobal	Outcomes	(KDIGO)	initiative	has	recently	set	forth	guidelines	forglomerular	diseases	in	particular	to	provide	evidence-based	strategies	fortreatment.	In	addition,	recent	advances	in	the	understanding	of	molecularpathogenesis	and	long-term	clinical	outcomes	for	other	non-glomerulardiseases	has	led	to	updates	in	treatment	strategies	summarized	in
thisreview.As	the	pediatric	primary	care	provider	is	often	the	first	point	ofcontact	for	children	with	microscopic	or	gross	hematuria,	updated	knowledgeas	to	the	epidemiology	and	management	of	several	of	the	various	causes	ofhematuria	will	improve	the	care	of	children	by	both	avoiding	extraneoustesting	and	interventions	and	implementing	definitive	care	(either	byexpectant	management	and	reassurance	or	by
subspecialty	referral)	in	atimely	manner.Keywords:	Microscopic	Hematuria,	Gross	Hematuria,	Glomerular	Diseases,	Structural	Renal	DiseaseHematuria	the	presence	of	red	blood	cells	(RBCs)	in	the	urine	is	alarming	to	pediatric	patients,	parents,	and	providers	alike.	Thepresence	of	hematuria	is	indicative	of	a	wide	range	of	etiologies	of	varyingpathogenic	significance.	The	pediatric	provider	must	be	able	to	both
identify	thepresence	of	hematuria;	initiate	the	proper	diagnostic	workup;	and	know	how	and	whento	promptly	refer	affected	patients	for	subspecialty	care.Though	varying	definitions	have	been	proposed,	hematuria	is	most	commonlydefined	by	the	presence	of	more	than	5	RBCs	per	high	power	field	collected	in	anun-centrifuged	mid-stream	urine	collection	[1,	2].	Hematuria	can	becharacterized	as	macroscopic
(gross)	or	microscopic	(i.e.	detectable	only	followingcentrifugation,	on	direct	testing	via	urine	dipstick,	or	following	directvisualization	via	urine	microscopy).	Gross	hematuria	may	be	red	orpink	in	color	due	to	lower	tract	pathology,	orbrown	or	tea	colored	owing	to	the	oxidation	ofurinary	heme	pigments	[3,	4].Hematuria	is	rare	in	normal	physiology,	where	the	tightly	knit	structure	ofthe	glomerular	basement
membrane	prevents	blood	from	entering	the	urinary	collectingsystem.	When	this	barrier	is	disrupted,	the	RBCs	flexible	cell	membraneallows	them	to	squeeze	through	the	glomerular	basement	membrane	and	enter	theurinary	collecting	system	[4].Many	factors	lead	to	hematuria,	including	exercise,	inflammation,	structuraldisruption,	malignancy,	and	trauma.	This	brief	review	will	highlight	the	importantrole	of	the
pediatric	provider	to	identify	hematuria,	order	the	initial	workup,	andif	necessary	coordinate	the	integration	of	subspecialty	partners	in	the	treatment	ofhematuria.Our	understanding	of	the	epidemiology	of	pediatric	hematuria	is	based	largelyon	population	studies	undertaken	nearly	50	years	ago.	These	studies	suggest	theprevalence	of	asymptomatic	hematuria	detected	on	screening	urinalyses	in	school-
agedchildren	to	be	about	4%	[1,2,	5].	Hematuria	predominates	in	girls	versus	boys.The	American	Academy	of	Pediatrics	no	longer	recommends	routine	screeningurinalyses	[3].	The	diagnosticapproach	to	hematuria	necessarily	begins	with	a	thorough	history	and	physical	exam.A	helpful	diagnostic	starting	point	is	the	determination	of	whether	the	hematuria	ismacroscopic	or	microscopic.	Generally,	macroscopic
hematuria	suggests	a	lowerurinary	tract	lesion	(e.g.	bladder,	urethra),	while	microscopic	hematuria	issuggestive	of	upper	urinary	tract	lesion	(e.g.	glomerulus	or	tubulointerstitium).	Afamily	history	can	shed	light	on	hereditary	causes	of	hematuria.	Common	co-occurringfeatures	should	be	explored:	proteinuria;	urinary	casts;	elevated	blood	pressure;the	presence,	localization,	and	character	of	pain;	or	evidence	of
trauma.	Physicalexam	findings	such	as	flank	masses	or	costovertebral	angle	tenderness,	or	serum	andurine	biomarkers	of	infection,	inflammation,	or	renal	function	can	suggest	theetiology	of	hematuria.Clinical	concern	for	hematuria	may	be	confirmed	by	the	presence	of	blood	onscreening	urinalysis	or	direct	visualization	by	urine	microscopy.	Commerciallyavailable,	urine	dipstick	screening	tests	are	very	sensitive
forthe	presence	of	heme	protein	in	urine:	generally,	only	those	results	that	aregreater	than	trace	on	normally	concentrated,	serial	samples	needbe	investigated	further.	Due	in	part	to	the	highly	sensitivity	of	urine	dipstickscreening	tests,	pediatric	providers	should	be	aware	of	the	many	common	causes	ofurinalyses	which	falsely	result	positive	for	blood.	Structurally	similar	pigmentproteins,	such	as	myoglobin	seen	in
the	urine	of	patients	with	rhabdomyolysis,	canregister	a	positive	dipstick	screen	for	blood	without	true	hematuria.	Heme	positiveurinalyses	negative	for	blood	on	microscopy	can	be	caused	by	intravascularhemolysis;	the	semen-contaminated	urine	of	post-coital	men;	contamination	withmenstrual	blood	in	young	women;	and	contamination	with	povidone-iodine	or	otheroxidizing	substances	[4,	68].	In	addition,
excluding	discoloration	of	the	urine	from	theingestion	of	culprit	foods	(e.g.	beets,	rhubarb,	and	blackberries)	or	medications(e.g.	rifampicin,	nitrofurantoin,	and	metronidazole)	is	important	[9,	10,4].	On	the	contrary,	dilute	urinespecimens,	highly	acidic	urine	pH	(


