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APPROACH TO HEMATURIA

* Normal urine O 2 /o~3

ignifi : i y ne Sarr\)ﬂe,“
* Significant hematuria > 23RBC s /h L on3Unn
' g - v n \ufine squ\Q_-

> loorg o5 ""Pf‘ o

T CAUSES OF Grost hewatuna,
l HEMATURIA

Upper Urinary Tract
L ; Qle MMM‘&{%
CaBladder | Renal cell cartmeome
‘Re,lm\ Cagk o) , | :Re,dcw\ C“\Cu“
; p%wlone@]?h\""sv

89 mOf?"\il REC
aﬂ@

g = ' RULEOUT -
Qlomerdar RR C Cast FEVER % : 5{
Nephrik s & ] | STRENUOUS EXCERCISE - PSR
s { Pro Yeinuinic SEE Lo ; MENSTRUATION . J R ematirTa

o1t 5 S T

STILL PERSISTS




L e e

‘}

TUTORIALS

B o aiaad

ACUTE KIPNEY INJURY
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Acute Tubular Necrosis
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CHRONIC KIPNEY PISEASE
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GFR

i i ier per unit time
« Amount of plasma ultrafiltered across filtration barrier p
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* GFR measurement
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CARDIOVASCULAR MANIFESTATIONS
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* Management of clinical manifestations
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P

RENAL TRANSPLANTATION

» Treatment of choice for ESRD

* Factors influencing graft survival

- HLA mismatch . - Female donor sex

=~ Very young or older donor age ' - Older recipient age

- African-American donor/recipient - - Presensitization

CONTRAINDICATIONS

Active glomerulonephritis | Acﬁve infection
AR Active | [
Active malignancy he';al’r\;fis [ Overt AIDS

REJECTION

Hyperacute ~ Immediate graft rejection due to presensitization
Acute - Occurring within weeks to'months

Treatment - Pulse methylprednisolone

23

‘



\of\s@«(k

N0 |
T IMMUNOSUPPRESSION
gak
oral Sleroids i
CNY =~ C&c\.QSPOﬁﬂ&/ \ acro tmu
wMmE
A 2athiop fivu— |
OPPURTUNISTIC INFECTIONS "
o))
* Peri-transplant [< \mon’fhj ~wound  0feckion ; h::‘::;lj:éfr’)
“Early 1=6morth s _ P carimi Legionella , pepasc
«Late SGmonths _ A/:Pb%f.\\ws, N o cardia p Pé\éiﬂi?{lgw
RENAL ARTERY STENOSI§ ) s
. \ndra, woslelwl
* Etiology Athero SQQY;?S / “,‘q\c-aaa,;q aﬁ)"'ﬁ)ﬁs/ Fibromuscadar dﬂ;p\qu

N

elder \a aoumé ?ahen\j

RAAS az:h\ra\'ron — Qe{:ruc\'néj kj\oe{km\“on, and i\ Com‘)’\(&x—“gﬂ;\

* Clinical features AKI —s cip

Reﬂq\ b ruﬂ*

* Investigations RCM\ arke do]’v)?—' , Ustod \ieln
MRA/CTA ] DA eg

* Treatment : Medical management , Angioplasty with stenting

U/L, RAS &b\}ﬁ?ﬁsd\na{c‘h{
el f i

pro R
V‘O"C (%

24



TUT OﬂMLS

1 Tk AN

Athervsclerosts PsG q"'brom uscadaf "12 & P‘aﬁq .

¢LOMERULAKR VISOKVEKS

P 0

Ox\ome ralar *\\\“Ta\'m 0 ga“"e'
Afferent 1 PTtven*}
aneriole ™~y E::i:g;; 0 Cq\j\\\“a' end o thelium R
: & &em ; X
&) “Vrs‘cuq,\ €ep ithel um of
W e .M L ?TeVe/rF"’
\L i proteinuvre

V\“SC@m] A\ |\ A od.OQLﬁM_/I
so calle
ept% Shious Glomerulus v v
Glomerular
capsule 7 57
Ha ; Glomernlus and
the Glomerular: '~
capsule
fhoxumal A . e ;
§ cenw@(ulmi } e .
L Stubuler ot iy @ R TR R R S
e ¥R g i Tj:_‘;,- 25




Peripherai

CLINICAL PRESENTATIONS
| I
@ Mdmf‘\zmq\-rc (e rosco pic »'\cma\"'\ﬁﬂ) 0

@ Macra !90‘)?( \\e,ma‘\'b\ﬂq

| @ | ‘ﬁep\w b Syndrome.

@ Né,e\vroh‘(r Q{’andmme’ ;
) Rran

f @ chronec’ 8 fomerulo ne?\w'.\-n

| - NEPHROTIC SYNDROME
pamage Yepedosfies 5 podocihopaty ’
ope ~—> WD, FGS, mg,mbrqocﬁu; nep\\ropc\

Q°N5 —_— D\Q\HL\‘QJ 2 A“\a\mo\og\(‘

® Nephwhe range proteinuria /c\\\;um‘nmﬁ
2 \ 9
© **6""““’“*“‘“"-'“““. Ceeram albamin <3-5 [4)

, : - AL -

@ Edemaq @@@ ( QBX::SVL\M;\‘&mm \LOﬂco’n‘c presiu o5 .
) 1‘:@;«,\ w(:%\ : ' .2 MV\-'Kkuswn >M0qi&m‘mw§>

pen © ‘ ?' | BL ""9 ?C—AQ\evAem‘. ‘ﬂmd‘q/.A“&Sa@ 2

"

N



TUTOQMLS

L ot rm WG

@Hﬂ\‘)er\ t Fsdemlq .

/ @L“ato\or»’a.
‘ inerease oiskcof hrombohe eventt. CU"“O’Z

anti ’rhmmb'f’ @J

Yoss O‘F

NEPHRITIC SYNDROME

\ D.qm_a?zq—a Cap\"\\e*ta \ e ndoyheltum &LaBM.

(O Wie vnedurs
® Wy pe.r}usuan_

v Tt $9 | R
6 olgana | rapd dedme mer ot [Ereseie |
@ Proteinunia, —Biopsy proleferabree. S
o . Good Pasture f4ndvyeome.
@ Edema & sLe —lopws ne,?hr:\'u
' \ G
@riapes gemdontos CI e
po\aama'fh's

FEATURES|NEPHROTIC NE:‘PHTIC

1"0"531' e L lhsvd.ow&
Edema ° + + ¥

Blood Pressure ~ Nomnal
va G # NVOTN’\J\\‘ /wa

e

rRran

~ o -Hematuria . - w e | A\:wq\'
- RECIEasts | B aient
_ Serum albuﬂmnn : \ow |

‘w ep‘hvoh iC rcma‘

2F
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- Most common cause of nephrotic syndr‘ome in ¢
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MEMBRANOUS NE‘PHRO‘PAT HY

" Most common cause of nephrotic syndrome in elderly
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IgA NEPH ROFPATHY

! . 4 ’
'« Most common primary glomerular disorder worldwide
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* Mesangial deposition of immune complexes — Aberrank
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ALPORT SYNDROME

» Hereditary nephritis= Alportsyndras adadas Hetero “‘_"‘f‘” 2
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DIABETIC NEPHROPATHY
- Common cause of secondary nephrotic syndrome
M-oS\ Common Caweaf CkD.
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 lgA ne.phro‘eathy |
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ephropathy  nephropathy MCGN glomerulonephritis disease
FSGS ' 5
MPEN Small- §
Membranous VGSS?! ! NC’;/ M fA
vasculitis

nephropathy
Amyloid

Proteinuria

‘ NEPHKOLITHIASIS. > Rena) calcal

* Due to supersaturation of urine with insoluble components

* Stone composiﬁon/é Relatively pn independent
v Calcium oxalate - Hypercalciuria and/or Hyperoxaluria

Calcium phosphate - In the setting of abnormally higﬁ urine pH

Protewn p \S\cbse,“.q

Uric acid - Uric acid in Presence of acid urine pH

Cystine - Likely to form in acidic urine pH
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* Asymptomatic, Hematuria, Pain, Visceral symptoms, Pyuria, UTI
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TREATMENT

« Increase fluid intake. Low salt, Low fat, Mo

Ct‘v'q\v. < Q‘)\o\em eﬂ‘H\’TOn

derate protein dief
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URINARY TKAOT INFECTION -vm

Bladder Kidned
- UTI - Cystitis, Pyelonephrms Pros’ra’rms Asymp’romahc bacteriuria

<

» Uncomplicated UTI versus Complicated UTI

Uncomplicated UTI - Acute disease in non pregnant outpatient women

CComT\lcalnzA oTt - male, Prcgt\qw\ wo:ne{)
A<

» Microbiology
E.coli, Staph, Klebsiella, Proteus, Enterococcus, Gram positive bacteria
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- i ted
‘ ic bacteriuria = Incidentally detec
» Asymptomatic bacteriu siiies oaalads.

« Cystitis - Dysuria, Urinary frequency, Urgency L,

- Pyelonephritis - Fever, low back pain, nausea, vomiting

Papillary necrosis - Diabetes, Sickle. cell disease, Analgesic nephropathy
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Emphysematous pyelonephritis — Diabetes ~oemn

Xanthogranulomatous pyelonephritis = Chronic obstruction + InFecﬁon
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* Urinalysis

* Urine culture - Diagnostic gold standard
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V6o rou Syzars

TREATMENT
» Uncomplicated cystitis in women - TMP-SMX, Nitrofurantoin

I”chcky

* Pyelonephritis - Fluoroquinolones

* UTI in pregnant women - Ni’rroFuranfoin%\mpicillinJCephalosporins
* UTI in men - Fluoroquinolones, TMP-SMX

- Asymptomatic bacteriuria - treatment only in special scenarios
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« Catheter Associated Urinary Tract Infection
CavT) — Remove cathede.

CYSTIC PISEASES OF KIPNEY

. Autosomal Dominant Polycystic Kidney Disease "~ ADPKD

. Autosomal Recessive Polycystic Kidney Disease " — ARPKD

. Medullary Sponge Kidney — Mgl

:-_'MAL;;oso,mal Dominant Tubqlo‘iq’re_rsfiﬂal Kidney Disease — A Y KD
« Nephronophthisis '

» Tuberous Sclerosis

» Von Hippel Lindau syndrome
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INVESTIGATIONS
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TREATMENT
- ACEI/ARB —> DPecrease Pfojrcmuriq , Conlrs E:3%
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» Perinatal, Neonatal, Infantile, Juvenile
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TUBEROUS SCLEZROSiS

* Bourneville's disease

* Genetics

TsCl — chy. 9 hemavtin -
Tsc2 — chrle  Vaberin, |
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. Kidney — Renal angiomyolipoma, Renal cysts, Renal cell carcinoma
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.o
S PPO( "We

44



TUTORIALS

o4 feR yeciess
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* Bartter syndrome, Gitelman syndrome, Liddle syndrome
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RENAL TUBULAR ACIPOSIS

. Metabolic acidosis + Defective renal tubular function

-» Normal /near normal GFR

ANION GAP
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- Corrected anion
9ap = Observed AG + 2.5 (4.5 -~ measured albumin)
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* Urine anion gap
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* Inability to excrete H+ by distal nephron — HT acdos®

* Urine pH > 5.5 despite systemic acidosis

* Metabolic acidosis - reabsorption of bone matrix —- A ceraw Na®
* Increased urinary calcium excretion

* Nephrolithiasis N ephvo calcin oy

* Positive urine anion gap

' - v“Hypokalemia
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- Nephlitnanss
= Nephrs cal anosu
* Causes - Sjogren syndrome, Amphotericin B, Lithium . Nophrugoun
i - Avabeh
* Treatment — ﬂ\\(c{\\ 1) pp\e maﬁ\lahum \“HP’AM

Type I1 RTA
* Defect in bicarbonate reabsorption Bicarbonatr®Uria,
Ceneralised PcT depbunchon |

A . . indercdated
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\\\5. * Fanconi syndrome - glucosuria, aminoaciduria, phosphaturia, uricosuria "

* Causes - Multiple myeloma, Cystinosis, Acetazolamide CHTC'*‘““!
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* Generalized distal nephron dysfunction — Ccpy MceD

* Most common RTA in clinical practice
Jorenin
* Causes - Diabetic nephropathy, Tubulointerstitial renal diseases

* Hyporeninemic hypoaldosteronism Ace T/ ARg
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* Treatment
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