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Proteinuria: A Comprehensive Approach to Diagnosis
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mmeisduslutiasme  viodenldim$ludssme
wolgtoslunmitd Euhiudoddydomaiiolsala
303 savaamidaninla lseuaaaidonasns uazsammside
Fmasthe Toefaiifanrmindng delusiuslu
Heameannnd 150 a0/ lwnasUn@eranulusdiuly
fisemziade 40-80 3in./ 5w dalnnfuafin Tamm-Horsfall
glycoprotein %@%él“ammsﬁaagﬁai@dm thick ascending limb
of Henle's loop $oaz 40 iiulséiuafindayfiufasas 20-
40 WstviinBugulnayAuuaclUsfiunnedndus Smds
mﬂmaa‘l,ﬁ'amaamaLawﬂaang%faaag 15

natnmaialysausalutlssnae
mafinlsivshluilasnzuseands 4 nalmdnde
1) madssamnsamadls wasseinmawasasmas
wilslnawasia dohmihiimuen usstlosiuliisiusaamn
nszualafia lasrisaaslnamesdasvnondie 3 $u fo
1. 1994 endothelium Lﬂud’;mmmﬁq%ﬂu@mm
TnasagSaiuiariudanlosess wadfinquiicen
7 fenestrae Tretlastuanslsfumne wmanh
60-80 ke nsasmzad e uasiians
endothelial glycoproteins L&¢ proteoglycans
lwradfifusaauisetostulustuiifiuegg
81 (anion charge) wiu Sayfiu bilisseenlylu
sy Ganh charge perm-selectivity
2. Glomerular basement membrane (GBM) Lt
WL snan TS IsEANDs 200-400 T3
Uszﬂau@%m 3 %u Ao 1) lamina rara interna
Funsiofulss 2) lamina densa Wussisunans
w8t 3) lamina rara externa Whiduuangayhmih

fiefatuEad podocyte ey GBM synau

el collagen type IV ¥%a alpha 3,45 uay
alpha 1,2,1 suradisaun LLﬂﬂUi@%ﬁﬁﬁﬁm
U @ heparin sulphate Y ¥iia%as10 50-60
s laims Setetlasiulisfiuseanmetlaame
3. s epithelium Hhinilsiunangenlanoudae
podocyte 75l lammanaiuaan iGenh foot
process hariTaI9TEnIN foot process 38N
slit diaphragm ﬁﬁmmmﬁﬂmm waedilusfin
waneriaugnLsenay W nephrin, NEPHI,
NEPH2 vhvihiitfasiumssamaslsfiuluilasme
ﬁﬁﬂﬂ’h size perm-selectivity
madissarnIasaslmiefinman/Auwasasuiilng
Lmaga”ﬁmmmm’;awu%aﬂﬁﬁ@msﬁu%ﬂuﬂammmu%’amn
(transient proteinuria) LLﬂSI‘]Jia%%’JELuﬁﬂm’JSLL‘LIUm”ﬁ
(persistent proteinuria) GL‘H,ﬂaqls\l glomerular proteinuria
fasnanlunsazduadaly
2) Overflow proteinuria Aeansilusfuamadndimam
3N 1% light chain immunoglobulin 310 multiple myeloma,
lysozyme NnugSadiaianim (acute myelomonocytic
leukemia, AML), myoglobin 21nN11¢ rhabdomyolysis W&y
hemoglobin ANMIY intravascular hemolysis N3849 m‘ulﬂa
WogaraeBas N avie lndaudi Fafuemaaanm
gnavlalunmsamuedty uasgandudeilsiuslutlsans
v isaungaiiniuga 33 sulfosalioylic acid vie
aalisivlitiaame 24 il Wasnasnsnanaléa
Iﬁiawﬁﬁ@é“aym LLﬁBIﬂa‘LIﬁ‘H; §IUNT§199 urine dipstick
sraifiedayRurini doiddiiamaemaiduay
3) Tubular proteinuria Aenemaiienndisadia o
VLJ\‘ImNﬁﬂ@@ﬂél‘]_IIﬂia%ﬂEjN Bz-microglobulin, immunoglobulin
light chains, retinol-binding protein LL@Sﬂi@@SﬁI‘% %ﬂﬁ
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Palanaian dalnnfemanulusivsluilsanstoant
1-2 NSN/ % ‘W‘UGLH acute tubular necrosis, acute interstitial
nephritis, chronic tubulointerstitial nephritis LaEANN
alafing ;ﬁﬂaElmaimamwummﬁmﬂﬂ@ﬁ'm 209118
{nsmndiuld5und Fanconi syndrome Aams1any glucosuria,
phosphaturia, uricosuria 8¢ bicarbonaturia uaﬂmﬂﬁ
19Mefimsaalus@uaiia Tamm-Horsfall glycoprotein
anaarialmaan thick ascending limb of Henle's loop
wae distal tubules® SUruUlLsfuaiia light chain SN
1N multiple myeloma Hiamsanaznanluwiailaanzdu
myeloma cast nephropathy »LG?T

PaanonlisdiuliAontsvanns 11,000-14,000 NS/
Tnanmle Tnssmansautlssiialsfiusonidy 3 ngu fa 1)
low molecular weight proteins fia Tsfufiiimiinl AN
ounT) 40,000 Madhs defanaEnnd st diaphragm
Jssansansasshulnasesdaldoshedase Idun alphat-
microglobulin, beta 2-microglobulin, lysozyme, myoglobulin
T 2) middle molecular weight proteins Ao Iﬂi@%ﬁ
fawnalndlfesiy siit diaphragm Ssssnsarhulnawasds
Vl,é'fmadm 3) high molecular weight proteins Ao Tsfiu
fifimwelngjn slit diaphragm Slimsnsnrhulnasesde
VLG?T »Lgf WN alpha 2-microglobulin, IgG, IgM &g lipoprotein
Hud  vananinaimegdaudmadve lnshudualan
1 proximal tubule whfiganauldsfuamneiinfinsas
Tnawegdaudmmaiudosamalisiiumelwaad udaga
ndudhnsalafnstaly

nmsesraiadsaalystiuludass
1. ms¥alustuludlasnzdenasanaviadeni  semi-
quantitative method

1 msevalhfwannmawaaudununszay  (urine
dipstick) usnINaRsm TN 1 Lﬂ%ﬂﬁ@lﬂﬂﬂﬁﬁ%mmﬂﬂéﬂ%ﬁ
(colorimetric reaction) awdnﬁayﬁuﬁu tetrabromophenol
blue ﬁmﬂumatwmLﬁa@é’uﬁm%ﬂﬂiﬁwﬁﬁ@wé’ayiﬂuﬁﬁﬁm
Seonuhlunmesadoras 32-46 uazemudmnelumsnsa
Sounz 97-100°7 Fori urine dipstick ERHGPRFOIIGEAN
uitenathien Tagliuauandalasfsaduseiulutlasme

3NN 300-500 [N./A% MaeIaIsisas e lumsula
aLBnmlsAnlulaame Wasnnautuemududn we
ssnowtlaamesiau uazlsisnsnsnemiaialusduadia light
chain, heavy chain waglus@aiadalulnayfuld Fow
v R . A 1%

Vl,maﬂmﬂma multiple myeloma uammmsﬂamﬂ%wa
tnalugtheldsusnsfuussnnlalodn’ dasnehutlan
&3 providine Tdaasiluenafifl urine pH s 7

ﬂ’«mﬁ%ﬁmﬂ:ﬁ albumin dipstick 1% Clinitek Microalbumin
Dipsticks, Micral-Test II test strips {Humsasiadfiizen
mawfend adensasamamdayiiuluiaans loswmme
microalbuminuria ﬁmw;ﬂﬁaaaz 80-97 LarANNIUAY
Tumeifadelsndauay 33-80

. ) G “ X

2. Turbidometric tests \Tun3aali/s6nlutlasniuda
du ssnsnamaalisdwisstiasayin Inayau uas lysozyme
snen) 16 Ynmaneseudey sulfosalicylic acid umslag
whiladme 1§ NaNfuSeeay 3 289 sulfosalicylic acid

| Aa é’ I A a uI/
3 g NIAAMIIANAZNOUIWLEAI I 5AuS Iutlaaniy
:ﬁ‘ £ tﬁl A % 27 Yo
FILLANRAIGNTIN 2 NIamﬂstwamﬁmﬂu@mﬂmmws
‘ﬁ']_ILmeﬁ\laIaa% mmju cephalosporin, penicillin g
sulfonamide yihellaamaduiandn visodamasnidwan
a7 tolbutamide
2. madelusiwludasnizdesnaviaaidundi quantitative

= I3 1 Y- A

method Htlseleminenannldlumaiftadelse Gaemums
SN WAYLENMINENNTONSA

1. msasraialusanludasn: 24 $alas vhlaeifiu
faame 24 Flue wawhmsietBnmlsfiudatu s
mmgwﬂumﬁmaﬂﬂiaﬂuﬂama3 dasan luusiazang
namasTuiiSnoltsdulidlaanizuaneneie aenalsfions

A | [3 = 1 °

mwsawmmaqnmﬂsl,umimuﬁama::qa”l,mzmnslum‘sm
anldfugtheuan  wavaafiaenufemana ldanmaiy
Haamelinsy masTasaunfiuilasmzasuvaall anéf
maaTaiassuasasifinlutlaany lnaswdnnsie s9me
n9a9 uasiueBasifiuaanmatiaanzlusenasfl feiunas
QRnuesaitiuaanmatlaanizyseans 15-20 an./nn./
S Tswwetieds wag 20-25 n/nn./u Twwene aenslsh
NALIEINY uazgUTNasalimstuasesitiuaanig

Haemnzanadie
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Urine Dipstick

USanawlalsdiu (un./0a.)

Negative
Trace
1+
2+
3+
4+

0
15 - 30
30 - 100
100 - 300
300 - 1000
> 1000

M990 2 Maulanalisdnluilaanizands sulfosalicylic acid

AnNluasilasg

USanawlalsdiu (un./ea.)

0 = laiflaznau

Trace = YWantiag

1+ = smdnvilsfonald

2+ = quidisushmiaiovne 6

3+ = Julazanaznowdntiosaulissnsnaudmieda o

4+ = en@namiiuiaL

0
1-10
15-30
40-100
150-350
> 500

2. mansaaialdstunandadauzaslusfiudandash
ﬁuTuﬂaaqu #32158191 urine protein creatinine ratio
(UPCR)  shlneifiuiisameniousniumonminieseiadion
donmaszsulisiuiuadasamiulidissmey wihanmde
dmasszdlstusandosfitulsdisame efienlndlfeeiy
Vaanawldsiudle n3a/su loeandemdnmsdia ameUnfned
avffiuaanmetigamlszanns 1 nds/A dosi Wlafeuen
Tséiisnlgientin nsumoslysthwndsmasndiofit wane
Aol sdulutlasnaiiunsudots Wanmanudagimn
flananann 3.5 Hadiu nephrotic-range proteinuria
uawiaan 0.2 feeeflwnasiung anvaumsdnmin
S ¢h UPCR daiuiiusSanaddusdldtasme 24 il
Fiolugelsnlaiily uasdtheugnang la

3. maasadallsiuziiasayinnndadiusasdayiin
donTachifiuluilaansuiadendy albumin creatinine ratio
(ACR) vilnenfutiaaniznsusniuaoniifinsnsoien e
amaseiudayRutuesasiiulullaaie udnhinmdadam
yasseiudayfusarsarfitiuluilaanay laufieindidusiu
snauday i n3uAu Toaudawaldidn 1) ACR stoenh 30
NN PBITAYRWN NIRRT WNTTUUNG  2) ACR 30-300
NN VDITAYRWNSHTBIATDLRNL WU microalbuminuria
P86 microalbuminuria Fae lwmsiiasielsa lnannin

WNUSEeusn?SenT incipient nephropathy wasdNRusTIU
Aa A % gj )
mim(ﬂ%waa@Laa@wLLazmslamslmﬂmﬂiﬂvlmmmmmm
WaLEWEEYe]  3) ACR NN 300 N 0sdays/NIN
20930A71 WYL macroalbuminuria Fauuszeiiianansn
A7anUsEUaINN361999 urine dipstick AR
- A d
uwammatseidin (UM 1 uazmei 9)
Euanussduinmizlstiuss wilssuduuundies
. . . A 1 dl @ F 7l
(transient proteinuria) ok saunmenuldaemane
U7if 1fiea1n functional proteinuria MNMIALILVBIANH
dwmelulnaisegdanunINILd1Yas angiostensin I wia
5911 sympathetic WUlNzASE0 1%’@0 Wlame msoan
Mdsmenehaiin wuazmafiagemadutlasay®” laudm
Ty Siaesulysfiusa lutlisametoand 1-2 n5u/5u avalaing
aznanlutlaaniy wazlivnlifnlsalaigese® ndmnsnm
maanmgdenamuiFnldsfuluiissnzanaaduing
wasnNMEeTRtiaa et T aad luaNaSs 150
& o v G v A
nuaTasgraeihemennamsuteniumnme
. . . Y o A o 2
284 transient proteinuria LLmEJGWUI‘]JWmﬂuﬁﬁm%N
1#m93%iasie) persistent proteinuria AILINNNY orthostatic
proteinuria Wunzlisduss luilasgluwhiu uasdulng

19, 20

Twrhuan® ® wudaway 2-5 9a9senns sulviaatien

a1 30 § Binnunalnmafalseiiuide Benvasaidan
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Positive dipstick test

Rule out the false-positive conditions :

Urine pH > 7, concentrated urine, gross hematuria, mucus, semen, or leukocytes,
lodinated contrast agent, contamiknation with chlorhexidine or benzalkonlum

illness, congestive heart failure)

Check for conditions that after renal hemodynamics (exercise, febrile,

| Repeat dipstick test I

negative

v positive

Persistent proteinuria

—— 24-hour urine protein or spot

urine protein-creatinine ratio

A4

\ 4
| Transient proteinuria |

'

Reassure patient

Y

Non-nephotic range proteinuria
(< 3.5 g/day)

Nephrotic range proteinuria
(> 3.5 g/day)

Perform two sequential

12-hour urine collections

A4

Non-orthostatic

Orthostatic

Reassure patient

\/

Workup for renal or systemic disease

U 1 wmemsUsesfiunaglsing lullaans

o 1% 173 A o % (%
mmaﬂmmmﬁgﬂmamLaawLLmﬂwﬂwmm@mwﬂﬂﬁa
% t:‘ ;95 | A QI/ a ;95 A !

HLpRARTRR A WS aslls@usnnanlurhin dm
Tnpynulusdiuluilasmetoun 1 n¥uSu waglusdusalu
Haemafwuuiinmm maitadslsaileawsnifiutisanis 16
#1309 (7.00-23.00 ) wasSuilasniy 8 1 (23.00-7.00 1)
tseulisfinlutlaamedas 7.00-23.00 4. $nnn 150 &N,

1 v 1 t:\l 10 [~ 1%
UAZZH 23.00-7.00 %. U4paN 50 NN, AMhliantdusad
S snansovna |dies leemuimdsGamuiduszeznm 20
1 sanmaanuasland wasdanmafiaanasulafings
Taluenehsannilssanngrial®

NAIAINUUNNNIE orthostatic proteinuria aaﬂ\lﬂl,l,g’s en)
ﬂiﬂLLﬁﬂaﬁaﬁmgﬂwﬁm’w nephrotic range proteinuria
anansnuLiseandiu 3 sumeman fe

1. Overflow proteinuria

2. Tubular proteinuria

3. Glomerular proteinuria NAINNANNNAUNFD
Tnawegdavnlilusfvasnangjamlnndudayfiusean

slutlsame sunsnaanulstulutiaame lddausios
AN 1 ASW/AY NN 3.5 NSN/A4 (nephrotic range
proteinuria) pehslsfimaihemmemelaammelugie
nephrotic syndrome ’mminLﬁ@Iﬂiau%ﬂ%ﬁﬁﬂnsmﬂ%ﬂ
Ii@“ﬂaﬂﬂal,s\lagﬁﬁ b)Y glomerular protienuria LaeMIUIG
urasvie lndudhufiu tubular proteinuria |6 uaglugihe
multiple myeloma Q10 amyloidosis Tﬁims\lﬁmﬁﬁiﬂ‘sau
%ﬂuﬁﬁﬂnzmﬂ%ﬂ overflow proteinuria Wa¢ glomerular
protienuria 1§ nadinuls@wlutlaaneannnd 3.5 nsw/
o WAZYFaTINIUN dysmorphic red blood cells (RBC)
v RBC cast wildszasfntslsrmasinamagdedn
wananaInuLiu 5 nguems Ao (n3afl 57

n'sjs\lmnﬁmaa'[sﬂ‘[nawagﬁa

1. Asymptomatic urinary abnormalities L‘ﬂmq'm
DMEATRNLAINMIITRgE LT WEenmanyles
tladyy fhearlioms emsusaslen daulwginsrany
Tusduslutlaemetonnt 2 n%su vdasmanuitodio
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anaefl 4 smgasnellsdiui ludlasae

Transient proteinuria
Functional proteinuria
Persistent proteinuria

Orthostatic proteinuria
Disease-related (renal or systemic)

® Non-nephrotic-range proteinuria (< 3.5 g/24 hours)

1. Mild glomerular disease
. Tubulointerstitial disease
. Acute tubular necrosis
. Hypertension
. Collagen vascular diseases
. Multiple myeloma
7. Bacterial endocarditis
@ Nephrotic-range proteinuria (> 3.5 g/24 hours)
® Primary glomerulopathies
1. Minimal change disease
2. Membranous nephropathy

D O W N

3. Focal segmental glomerulonephritis

4. IgA nephropathy

5. Membranoproliferative glomerulonephritis

® Secondary glomerulopathies

. Malignancy

. Obesity
. Reflux nephropathy

D O D W N -

. Acute poststreptococcal glomerulonephritis

. Drugs (gold, non-steroidal anti-inflammatory drugs, heroin, penicillamine)
. Infections (human immunodeficiency virus; hepatitis A, B, C)

Aanuaduilasnazannnd 2 RBC/high power field (HPF)
Iﬁ ﬂiuﬂagmfﬂéf WA thin basement membrane disease, IgA
nephropathy, 3¢&¥L3NYD9 Alport syndrome w%awﬂeﬂmliﬂm
nephritic e nephrotic syndrome FUTLULLIN HIDTE

til L
beituszadlin

2. Nephritic syndrome ({unguamsiniauaaslna
wagdsuU v [Fasatissnizny RBC cast 3o
dysmorphic RBC #ifina1n RBC fixmmwiialnauesds
a A a A o 13 A A
e wiiennfvaatiofiuead uazmawdhgvialafiiana
Y v I v o fva g . FR )
dnduaneeisilshiAedhu dysmorphic RBC ¥ dihedm
Inpflmauamsnnnsinesusssinamegdafo v asme
anad  svdudedulaceSorftuiadn - anadulafing
wagldsfusalutlasnty sedwmlnggiesnn 35 nSu/fu
(nephrotic range proteinuria) e lutsemenesn
GLW]VJ"UQG nephritic syndrome Wﬂ%&;\l’jﬂw IgA nephropathy

Seway 64.5, post-streptococcal glomerulonephritis (PSGN)
Sovay 19.3, lupus nephritis Souay 9.6, focal segmental
glomerulonephritis 308z 3.2 usnssmgaslsatiande
N@NEIMS nephritic syndrome Tumswf 6%

3. Nephrotic syndrome L1ngua1MainanmMas20d
Tusfulwttaamedmamsnn TaevnlUinnn 3.5 n3a/iu
fuamadun mauanda v Sayfnludondh viatteund
3.0 NSuER0A. lAEaEaTaaNNT 200 Na.Fana. s

dld | - . d‘ [
Tuilaamefisend lipiduria Z9maesatlaanmznuiin fatty
cast 1138 oval fat body \iAa1N degenerated renal tubular

A ¢ v X
cells Yid cholesterol esters azammﬂumaa Eﬂﬁ’lilﬁq&l%
=y Aa k%3 1 2 I A o
flamafansuvandaueinee ldun nasaitandmaatlan
906 (pulmonary embolism) vi@oARaAMYDlNgAGIA
(renal vein thrombosis) ¥i3avapaLEEAMUINGAFUIN

MIANIURI platelet aggregation, fibrinogen, fibrinogen-
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M9efl 5 ngammIreslsnlnamegia®

T afisenast

Category

Definition

Asymptomatic urinary abnormalities

Nephritic syndrome

Nephrotic syndrome

Rapidly progressive glomerulonephritis (RPGN)

Chronic glomerulonephritis (CGN)

Isolated proteinuria 150 mg to 3 g/day or hematuria > 2
red blood cells (RBC)/high-power field in spun urine (RBC

usually dysmorphic)
An abrupt onset of glomerular hematuria (RBC cast and/

or dysmorphic RBCs) together with two or more of the
following: proteinuria (usually <3 g/day), azotemia, edema,

oliguria and recent onset hypertension
A syndrome of massive proteinuria (>3.5 g/day) with variable

edema, hypoalbuminemia (<3.5 g/dL), hyperlipidemia and
lipiduria

Any glomerular disease characterized by extensive crescents
(usually >50%) as the primary histologic finding, RBC cast
and a rapid loss of renal function (usually a 50% decline in

GFR within 3 months)
Slowing developing renal insufficiency accompanied by

proteinuria, hematuria, hypertension and shrunken smooth

kidneys

919 6 meﬂfcjaﬂi@mﬂﬂaLuagﬁamc%a nephrotic syndrome U nephritic syndrome™

Diseases Nephrotic syndrome Nephritic syndrome
Minimal change disease (MCD) NI -
Membranous nephropathy (MN) N +
Diabetic nephropathy o+ +
Amyloidosis o+ +
Focal segmental glomerulosclerosis (FSGS) T+ T+
Fibrillary glomerulonephritis +++ ++
Mesangioproliferative glomerulopathy (eg, IgA nephropathy, IgM ++ ++
nephropathy, Lupus nephritis class II)
Membranoproliferative glomerulonephritis (MPGN) ++ T4t
Proliferative glomerulonephritis (eg, IgA nephropathy, Lupus nephritis ++ +++
class IV)
Acute diffuse proliferative glomerulonephritis (eg, post-streptococcal + ++++
glomerulonephritis)
Crescentic glomerulonephritis (RPGN) + o+
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fibrin transfer TINMUMIAAAIUDY anti-thrombin 1T LAy
fibrinolysis ﬁ%ﬂmy'wﬂﬂi ¢ membranous nephropathy
LAY minimal change disease (MCD) ms@m%at,tmﬂ%a%
’mnmiéjiylﬁﬂ IgG Wa complement Factor B ynatlaanie
satumslfuemanfidusvevenah iandouaiieldne
I@HL%‘WW%L%@ Streptococcus pneumoniae, Hemophilus
influenza Wa¢ Escherichia coll mqﬂaﬁ@mqﬁmmiajm
e transferrin eanMIllaamzLaYas erythropoietin
anas MNMenuulsemeenuaulvnzes nephritic
syndrome wﬂwﬁﬂw membranous nephropathy Sovay
31.4, lupus nephritis Souay 21.3, diabetic nephropathy
Soeay 21.3, IgM nephropathy Saeay 14.3, focal segmental
glomerulonephritis 388t 11.3 ° uansineuadlaniand?
UN§N@IM3 nephrotic syndrome Tunaiedt 6
4. Rapidly progressive glomerulonephritis (RPGN)

LﬂuﬁﬁjNmmiﬁﬁmia@mmaamiﬁmﬂmmmdﬁaaaz 50
Tugrsnaduduond vdamelu 3 Weu Safuasiany
glomerular crescent MNN3BLAY 50 BENNENDFMNS
\lmﬁ crescentic glomerulonephritis mﬂ‘mmﬂuﬁismﬂ
Tnemuiamlnniwulugiae lupus nephritis Javag 357,
IgA nephropathy Souay 35.7, membranous nephropathy
Souae 7.7 Taqiufluauenngneas RPGN eanumem
IMatioNda immunofluorescense (IF) i 3 ﬂa}l% fa

1. Immune complex mediated glomerulonephritis
Agiumstiande IF 1w diffuse granular deposit VL(;TLLﬂ'
IgA nephropathy, lupus nephritis, post-infectious
glomerulonephritis, MPGN W

2. Linear deposits disease aiiunstianGain
LbAIENIONN glomerular basement membrane (GBM) WU
Tulsa anti-GBM disease

3. Pauci-immune glomerulonephritis AAUNS
fandio IF Weadntioy viadonlifia I we dwlvgny
61% systemic vasculitis VLGQTLLﬂ' Wegener granulomatosis,
microscopic polyangiitis, Churg-Strauss syndrome bag
idiopathic crescentic glomerulonephritis

5. Chronic glomerulonephritis (CGN) L‘ﬂumj'mmms

AFmssifinlsaunuEesannunt 3 e aximsdndi

Léé’hgjvlméa%ﬁwzq@ﬁwéluﬁq@ MNHARLTIMIUEAS
gadlsnlnaiogas safuomreslndesuds 1dur lad
2nadn veonendammladuieiia masnmisemsams
MMIUEA LLazmuQmﬂa%’mﬁm@hm dorzaomsidonaog
o

ummnﬁamimmammmaﬂmiﬂamagﬁﬂlﬂu 2 Nax
Ah) primary glomerular disease LLazﬂa:NﬁﬁW ENDEMWAA
s'wﬁmzuué‘m (systemic disease) Fenh secondary
glomerular disease (ﬁd@ﬂﬁfwﬁ 4

n'lsm'aameﬁ’milﬁﬁanﬁl,ﬁuLamﬁamiﬁﬁaiﬂkﬂ

1. mamsaatlaanae alumeifiadiungs glomerular
proteinuria I@aﬂﬁ@mawu RBC cast U dysmorphic RBC
U9anii nephritic syndrome MIHFIANY oval fat body
Hauaniiy nephrotic syndrome HagMINTIINY white blood
cell cast thsuanislsnvasinaiuagae v3o tubulointerstitial
disease VLGET

2. msasaniden Watlsudumwnamaaslaannsia
sydueneBaz@tin veuantdlsemslalungushe aehslaf
muStadialumaanavassysumeasaritiuluiana
sonsfinmnauesnanasuds udithegeny ndsilady
wazimesmlarnms  Saushlfldmadsadudenms
ﬂiadfﬂmvl,mm estimated glomerular filtration rate (GFR)
INMIMWIN Wea1A urine 24 hr creatinine clearance Wi

3. meamameinengiauin - Fulumsifasongs
glomerular proteinuria VL@?\JLLTW'

1. Anti-streptococcal exoenzyme ’ﬁ’;ﬂ%mﬁﬁ’ﬂ
Seffhused PSGN lunsdififhefefiodo group A
hemolytic streptococci sfsnnmsandemmaduneladsun
a¢lWiNaLNGID anti-streptolysin O (ASO titer) HAYHAIAMN
nadndarasiminglinannda anti-deoxyribonuclease
B (anti-DNase B)

2. Anti-HCV antibodies %2¢/lumsifiasiudfie
§98y HCV associated glomerulonephritis A mixed
cryoglobulinemia ag MPGN

3. HBsAg WaY anti-HBV antibodies 73t/lum3
3'1%52&1&@’;%\‘15&1 HBV associated glomerulonephritis h)
MN Ly MPGN

6 { Y . o
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4. Anti-HIV slmzﬂa ysidy  HIV  associated
glomerulonephritis h collapsing focal segmental
glomerulonephritis (HIV-nephropathy) %@ﬁﬂwﬂw}zﬂ? gL
el GLWgﬂ’JEJ HIV associated glomerulonephritis 283
@ﬂw Elﬁ’msl,mywmﬂu non-specific mesangial proliferative
glomerulonephritis

5. Antinuclear antibodies (ANA) % &Jhﬂﬁ%ﬁ’ﬂﬁ&l
systemic lupus erythematosus (SLE) 38 lupus nephritis
fiorahlumsamageiistorar 95 ualanadmzaza
endoray 30 Feidatdumssiassasdisduiiotaom
adnl#e udoehalsfimadosiiosrananeasnsolina
mnamwﬂé’ﬂmnzﬁlﬂﬁ \%% rheumatoid disease, chronic
active hepatitis, viral infection LA ILNITIG

6. Anti-double stranded DNA antibodies 77 EJEL‘LL
M33fiane SLE ¥38 lupus nephritis AamMadmwgiangas
geiie¥auaz 90-95 ualenahlumansagaiesiouay 40
NTLAVIRY antibodies titer ﬂ?é\ﬂ‘m']_l@ﬂﬁﬂ activity 293
l5a efivselentlumstefiamumssnm

7. Anti-Sm antibodies Uselemilumaifiade SLE
30 lupus nephritis \UAENTIU anti-double stranded DNA
antibodies fio dNxdmEagIlsiaay 90 wiflans
Thlunsenagaiiesiosy 25

8. Anti-glomerular basement membrane (GBM)
antibodies 7t lun153fiasiuihesed Goodpasture syndrome
28 anti-GBM mediated glomerulonephritis AAANM
38519 antibodies @ non-collagenous domain 984 type
IV collagen %@Lﬂuﬁmﬂiﬁmamm GBM

9. Anti-nuclear cytoplasmic antibodies (ANCA) 798l
Gl,umﬁﬁaﬁmjﬂa YENY crescentic glomerulonephritis 91N
systemic vasculitis MI957970 indirect immunofluorescense
(1IF) wanald 2 wuufe

1. Cytoplasmic staining (C-ANCA) A
61‘1/@%1‘157 NALINGD anti-proteinase 3 antibodies (anti-
PR3) WUVLéﬁLW;TﬂQEJ Wegener granulomatosis, microscopic
polyarteritis
(P-ANCA) &%

eLmy'%sLﬁ NALANGD anti-myeloperoxidase antibodies (anti-

2. Perinuclear staining

MPO) WUVLG?};L%Q:J']J'?H idiopathic pauci-immune crescentic
glomerulonephritis, microscopic polyarteritis, Churg-Strauss
syndrome

1. Anti-phospholipid antibodies ‘Ihﬂ%mi
3@@&8@_‘]’3&16@58 anti-phospholipid syndrome 8%
Tvnjfiheagsndneems recurrent  thromboembolism,
thrombocytopenia, recurrent fetal loss k&% prolonged
partial thromboplastin time (PTT)

2. Cryoglobulins &% rheumatoid factor 778
Tumsifiasiudfhussd cryoglobulinemia

3. Serum complement assays fﬁ'wsl,%mﬁﬁaﬁa
Tsalnawegde fausnsmInseduszuy complement lugy
72 fo

1. MSAS2352ALU  hemolytic complement
activity (50% hemolyzing dose of complement, CH50)
T lumsnsadansasfiswsi complement lwdananas
TneifinanauIunsai 9 complement anad i inherited
complement deficiency, chronic liver disease, malnutrition
PRRNILIUNT complement activated cascade ‘ﬁﬁmi
GL‘gﬁ complement mﬂ%‘%

2. MSASINMGLAY complement 3 (C3) Az
%ﬁua@ﬂﬂﬂ‘mﬁﬁ complement activated cascade 983
classical %38 alternative pathway oehalanhavils dm
SLW]JWLIGL%I‘J@WG immune mediated glomerular disease
seeyiisy dun PSGN, cryoglobulinemia, lupus nephritis,
bacterial endocarditis, shunt nephritis, MPGN %ﬂ‘ﬁﬁ@ﬁ
1 uag 2 ashslafenafimanuasiy o3 sldidndasludihe
atheroembolic disease 8¢ hemolytic uremic syndrome
(HUS)

3. MSATIRAMTLOU complement 4 (C4) Az
%ﬁua@ﬂﬂﬂ‘mﬁﬁ complement activated cascade 1‘%
classical pathway whﬁu VLGETLLﬂ' cryoglobulinemia, lupus
nephritis, bacterial endocarditis, shunt nephritis &g
MPGN %o 1
3. M3ATINRAENTNIA 0 L‘ﬁ'aﬁﬁaﬂumﬁﬁaﬁmmﬂkmzjm
chronic glomerulonephritis %ﬂﬁ’mﬁlﬂﬂmﬂm@i@%ﬁﬂﬂ’h 9
g, T lugihelselnawegdadomalong endugios

Royal Thai Army Medical Journal Vol. 64 Vol. 3 July-September 2011



Proteinuria: A Comprehensive Approach to Diagnosis

Classical pathway
Activation reguire previous antigen exposureand antibody
formation immune complex containing IgG/IgM

Clq

C4
C2

163

Alternative pathway

Activation does not requlre previous antigen exposure
Bacteria, yeast, virus, tumorcells immune complex
containing IgA

C3 (H20)

B
D

\/

Alternate C3 convertase C3bBb

Classical C3 convertase C4b2b

Anaphylotoxin : C3a g

Immune adherence : C3b /

Classical CS convertase C4b2b3b \
Chermotactic factor : CSa /

!

C3 properdin
Alternate CS convertase C3bBbP
Ch =
Cé6
Cc7
C8

Cbb-9 membrane attack complex

gﬂﬁ 2 iZUUﬂﬁmﬁzﬁ% complement

A X . v
maﬂqmmm@vlmimu loawmzannnd 14 2. len
diabetic nephropathy, amyloidosis, HIV nephropathy
WA acute severe glomerulonephritis
4. maazdudiale telumsitaselsn vanmennsoilan wae
amapuuseralsn wiasuuenumemssm ludiheusias
M7 lpeanzinalsnitu MCD wae IgM nephropathy 18y
sunssatnnashlariysandothsaay saionay 85 luszaaan
16 &ono mmxﬁmjm focal segmental glomerulonephritis
Wa¢ membranous nephropathy #aUAUDIF0ENADSALAH
WweseeRathssnysalfies3osny 67.1-75 uszesim 16
o €9 v 2;;1\,17,1 UAELASLQI
Flenw® eutimatagaie lerae lumasiaduladan aen

Aa v (% ° % Z g L dl
NADHANTINITELEN? meﬂmLmzmmai@sl,wmﬂiﬂ%w
Msdusi ulaanesisialui

L2 % % dl 1 % Aan (%

1. @mamﬁﬂiﬂiﬂaLmagaaﬂmmmiﬂmmﬁ’mma
Ieuvinon

2. fihessdolsalnawesdean RPGN fiasanngs
omsiimsmifiuguss weenad Suludecldmsifa
Sufuvivan

3. ﬁﬂ’;mduﬁﬁmmLﬁ'mqmamﬂﬁ@%L%a%mmqmﬁwa
uazmah lnausuasramssnmeenaosalasisduaniies
oehadien Idun dihogeony sesuaiardifivludonusniy
AN 1.5 n¥sans. anwsulaiags wavtFanoslisdiv
Sluilasmsswauann

4, éﬂwmju steroid resistance, steroid dependent
WY frequent relapse nephrotic syndrome

5. fithedinaulaienimsinmneamnanRduiusay

817 1% cyclophosphamide, cyclosporine

sl matedelsndrnniuiundnoglsiulu
fisemzassannmansaatBaailsiulutissmeraniy
s 24 $1law w301 UPCR wdtsedimuenlsaoaniiis
transient proteinuria R persistent proteinuria niaNfy
vnmm@Jmaqiﬁiau%ﬂuﬂamazmﬂmgi@ ATIATNMY WA
amaresUfiiAin laenga persistent proteinuria wenlse
mmaimmﬁ@%@ﬁa overflow, tubular 8¢ glomerular

proteinuria FINNMIFNUTLIR ATIRTNMEY LALNIATIA

6 { Y f o
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3 Aava ﬁgﬂ/ v 1% I U %
mmamgummimam%mm‘m LLEJﬂIiﬂVL@a ENTALA FAYNE

Ay . LAY
hmmmﬂﬂw glomerular proteinuria VIVLNmS\IﬁmLEJﬂIiﬁ
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