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Tneede (mL/min)
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GFR: glomerular filtration rate, mL/min: RaaaRIAAUNT, nL/min: WlUARIAAUA, SNGFR: single nephron

glomerular filtration rate
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wanil feafuses@nasiaunudigiamediae uashesmmaneantaziaaitszuany
AT lua et liemNNInTIIUNTRTIAda ibilnatwasninensiinnan adldly

a0 @ v o = ' vaa o v [% 1A

nrdinalufaanisAnNusuen vieliaansaldiadiannesenls wazlifanlunimnsaa
Aulasluanunisaivialy Asdinasldandszanns GFR (estimated GFR, eGFR) A1nn19m394
o A v a 1 v ] A o o | =
TaFanumsnailasdnfeguadlusaneuaznsedivaduaanninalNegas iy A3
ety (creatinine) NMldxnygaluntaaUfjis wseans cystatin C @l luunansadfigiae
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A1579% 2. A1 eGFR Tilefirulnad 95 lutlszannsmaguniguning ludasengsng ™

A1 eGFR flsnnnindadimulnain 95 (na.faunisa 1.73 A5
d9a1g (1) -
LWATE WA
20-29 117 129
30-39 108 116
40-49 103 106
50-59 98 101
60-69 95 95
70-29 96 90

eGFR: estimated glomerular filtration rate

2. \¥#in fittration fraction M Lilasannen fitration fraction 1edinaineagAatAWINLLE
an¥esar1ed GFR o ERPF fstiilunasiis GFR fdadaugandn ERPF (naAiduysn
194 GFR uag ERPF azaniu i ideanasfldtuinsuumisg|afindensluame
fm) Faflunnazfivunazil glomerular hypertension WA &NNUS TUNAANST LN ARENNTY N
vadlalusyazanasaznanarely azyinlien fitration fraction iaauls TaaldAdnsdaria
Youny 17.7+2.8 Tailudledauazadaauuninsgulungusinetnede 22-28 UT
qun e atalsfiny n9vAn fitration fraction aAsaniilusiadld clearance technique
Tunslszidiumuienniu measured GFR vinlildazaanuiniunsld eGFR lasuanann
IFansiunuiinsashulnamesdauda axfown ERPF lnaidenldmsgnduaanannszua
Aeafrinulafies 1 piufeniman feilnawesda wagmaduiiaiivieln @uxinidn
ﬁﬁ@imz&quﬁu) I @19 para-aminohippuric acid (PAH), radioiodine-labeled hippuran Ve
#MTc-labeled mercaptoacetyltriglycine (MAG) %qgﬂﬁﬁm@@nmmwuLﬁ@mﬁmﬂm 1 p3q
(renal plasma flow) Usannu¥asay 90, 75 WAz 55 ANNAGY @93asavimaniianarinu-ly
Frusnuiiariuandn ERPF 1l renal plasma flow Tianaafiuiiase usanaeylaxldan
ERPF 1#iflasnniiuAunneiuliann Tasanignsdlans PAH) wazdaiidadninlugng
velavineuiadnfviesinisuiaduaedls fvinlinnsduanseng 7 lasvieladausuy
waenuladll' wazardeddlugifionguinndn 22-25 Tienalaivinfuiasay 17.7 16
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3. N179A glomerular capillary hydrostatic pressure P.) TIFNNUEIUNNE glomerular
hypertension B8N9ia3e NNNTA filtration fraction 1138 SNGFR Aananquan aendlsfin
dilaisnansndn P Ineasslalunyed iasndedddiannianldadmeluvaen
= . . = v v . °

LARA (Micropuncture technique) ARBIFIENNT NN (Gomez equation) TungAuIINNg
FON TIATNITOATUIUANINFATUNNULBINABAREALAIHBEINE LAz BBNAININANDTAA
Tanae Ingldszaulyssivuluaen A1 GFR way ERPF N9mlaann clearance technique (A4
& @1 v = o v oA |
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= o & oo a1 o a £ o . .
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o v s 1 = v o s o Y a (10)
ANV AENNNTAINANINUDANNA bUNITUIN LT AT

4. mM3UszLU renal functional reserve (RPF) imﬂlﬁéﬂqﬂ?ﬂﬂ?$Wﬂu1ﬂ?§lu1uﬂ?mﬂm 1-1.2 n.
FRUNVUNAY 1 NN. LazilFauNguAN creatinine clearance NaUN1INAGaLILATNNELY 3
fola InedanuAguInlugnal glomerular hyperfiltration atiudtazlaianunsansaany RPF
A a [N | @ o A o dl L. A
sANlaEn adnalsinn feldiAaninuesninasuuilasues creatinine clearance
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v dlﬂ = o s 1 | dgl QI 1
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p7aa9a e aggalaiduntealung ol

a a a o . .
WeINEAT5INE (pathophysiology) Ua4n19¢ glomerular hyperfiltration
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sunaneiiluvaaniaenuaiasuidnlnawaida (afferent arteriole) wazumnuauiiunaen
=S s d' 901 = a q' o 1 qy 1 d‘ = o o
wendeslnalNegfa 4an1INsastIlaenaziiA UL neunaziinissanmAniuLes
naanRanadasnatilunaanaanLadHatrnaanaIninalagfa (efferent arteriole) waw
nanelunaaninendeslnasauvialn (peritubular capilary) \WanaalReauazLaniUaLY
as 1 1 1 d‘ | % = 1 d‘ 1 1 v
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s v s 3: = s = 1 qy o v v 1
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ca . . =
183 AT (Starling equation) A®
901 dl 1 =S s a Q°’ o =
UFannuanstinfing e sinunaenden=AxLsEaNE189N1INT09 X WNNTEINGNS
IABUIINTZYINGNT (net fitration pressure) 14 IATUAINNITANANAUIENINUTIAY
NUBIUAT (hydrostatic pressure) waZLINTIUTAUARIUNINYN (Oncotic pressure) AN
dantlunaeniaendatinamesda wazilanealuuplgandensatlnainesdas (Bowman's
capsule) Taifinanaadranfidunsnsataaniuazlignaanaulasviale anfetngg
mnifFnaiaenatnielulnamegaaiinTuasiiausauangasvaanitlulnaine gas
° vy = a | s £ A a a & &
wazvinlidaadvadipfauneang Bowman's capsule NNTU (ASH GFR LANUWIULEY)
wramnNYialainTgaTNasUINALENgT 1IN ERINIY Aauraevedraintluvialnana
ALAAUTIAUIINYBLAAWFNUNIUILLI A UANTDAUAINELUNABALRBALINALNBIAR LAY
s GFR Teduiu (wunogiilugaalsaunvonuidedniudsemulysiuluFanngs
P ] v o N 1Y o = o o 6 v
Hesanveladasganaunglrauaznsnaziiluliniennuleseulafan auazyiliinig
ganauansunmalilsas Aailuanvnnvinliiia glomerular hyperfitration saxAunalngdeu
nauanialassaznanasall) lunemssiudn wnldaniaansganauaenglaaiiviels
dausii e lunga sodium-glucose cotransporter inhibitors fiazvinliigaivianglea laaau
TiAsy wazansuinavaengluielnunntu waziiausasuanreanatneluyielndasds
Aaldlle Bowman's capsule MMIAALTSANUNIULIIAUAINTRRUaINglunaanifen
InawagaasnIuLazan GFR 16 anlunguiiastasanniay glomerular hyperfitration 161
= o = o ~ a = . =
(aldsAunlilunisganaunglaai 2 alintiasAs sodium-glucose cotransporter-1 TIHLNLM
Uszaniagay 10 way sodium-glucose cotransporter-2 TIHLUNUINUTZNNUTREAZ 90
Tunsganaunglaa uazwuivieladausundn lnaenniasldluilaqiiuaziugentin sodium-
glucose cotransporter-2 NN AUTENIN sodium-glucose cotransporter-2 inhibitors Ve
SGLT2i) atnalsfimu A1 GFR erannaulagldfinnndasuulaesFuausenlunasn
Wanlnawegasladuiu lunsaiivaenidend et inamegaainnantmasuudaglyli
™ T A 1% 1 ! A oA A X | a £ o<
AN17N799229UNABALANINTY NA19ABNNNTINNTLYIBIANENLTEANBUBINTNIBITIULEY
dunnululsalrenuertinneaznananald®
LHENATNNATBINTNAFITEIMABALADALAIH DI LAz BBNAININALNEIAR
Ao GFR AZWANANAINKNARD ERPF NIN1IUARIIENMADALARALANHEETY 2 ALriiiay
Nl ERPF anad winsvasramaanaenuasdasndiinainegan Azl GFR anas
\HasanidFananaendnglnalnesdaanad LANIAReAeARenLANHaLI8aNAN

Inawegas winuasaluFanalaiann azvinlil GFR geaiu vistiilesanniaaanidnanlulng
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wezdaanvasadanuaslagidniidinnlng aveananinamegdalianas aiidan
ﬁmgjmﬂuiﬂmmgﬁﬂmﬂﬁu atslsfimumnuasnfenuarasunaanaininauagfa
NARIBL1NTULIY AALyinli GFR anadldiiiasann ERPF fianasatennn (aavalildedn
NsUAFMTBIAaALANHBEINaBNANINaINe ALY GFR anad) il AuanAn
filtration fraction AzWLALAsAY sﬁQLﬂuQmﬁmeﬁmmﬂﬁwﬂummm ANUBNVABALADALAN
N@ﬂmﬁvﬁﬂﬂmugﬁm (Immﬂfsz glomerular hyperfiltration ﬁﬁ filtration fraction Lﬁugq?ﬂ?uﬁfm
AzBANAMNTULIIIDS glomerular hypertension waziiAnTLNALALABINAINBIARLE
WNNINTETAN filtration fraction Unfiviieana) Ra1961a 7 a1uausnniiinasaniave

519 gelnalefimn NaredannluLneaning

o P & ° N o PN (
FRUBIVABALABALAINBETIY 2 AWMU A97LN 1
ANANNNINARIIDIVADALABALANALTY 2 Aunals Tawasa fitration fraction azan
YIAUALUUNUNATRINITVARIUDINADALADALAINAHNA LU AN AALALNIN UaNANT
A1n3U71 1 daAsdanmdn N1sNsERuITLLABSLNY renin-angiotensin-aldosterone system
o 6 v . . ~ £ A a ] o
(RAAS) anausla ) vnliaans angiotensin Il LANNINAW TINHARBNITUARLUD
UABALABALAHBEINBBNANINALNBIAANINNIMABARDALAINB TN INANBZAT YINl
\im glomerular hyperfiltration WAzl filtration fraction 1@ AetiunnslienNANASUES RAAS
AT8aAN13L glomerular hyperfiltration 13©
mwiaeainalnanegia MIHARIVBINEN Toduifuiiimanadrveanaon
idoauasooudn aoanasdesvdh
v ll{i’l" = Nitric oxide
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GFR uag fitration fraction sax@siladefiinadanszuaunissanan® @ Inelauanailade
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COX-2: cyclooxygenase-2, ETA receptor: endothelin A receptor, GFR: glomerular filtration rate, RPF:

renal plasma flow)
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A a Ao o o a = a v o
nalnneassanenaAan 1 nalnlunmspupnlanonaesanidnglinainesds
wazvnliiiin glomerular hyperfitration laAanalngaunauannviala (tubuloglomerular

ar

feedback, TGF) Aauaaenalnlugf 2 nanqAaluaniazlnd windnisnsesilnauegas

a
v

Finanniu avdlesaulnfeanaraaelss @asuenielsunnuennn) neluvielnuiniy
Fannvieladausuldldpanduaintn azwmdeanamanilufeadvielnoiofiasiiorly
Fossiurawmialnuediuans (distal convoluted tubule) M3aTaanegRURtdILILNINTY
(thick ascending limb) 784 loop of Henle 71i381N31 macula densa %Q%VTWM%%?U?T‘U?MM
Topeulnifonuazeaalss nannTu uazdedynodeunaullfunsnomasadentad
N@mnLsﬁﬂﬂ@Lu@gzﬁ"@%qmqﬁqagu?mmlnéfﬁu (paracrine signaling) KWENIABATI BT
AluTU (adenosine) Llunan i livaaniaenuasaadninaLN e gAaMARILATYINIT GFR
anas atslsfinna ludtheiivielndaufusiadimagandunglaaviiansaarilunini iy
Arlaglaaunmonu viedutszmuldsiuludanugs azvinliinisgaleesulnfanson
fuasmaninduginms nfaafuaisiuedou vilivaeleseulnfauuieatmely
vialntfaeas wazlife macula densa anas Vil TGF uazyiilf GFR 1fiaduann
anmazlnd ilesannfinnsuenafareaeadenuaeaadnle Feviilinyg glomerular
hyperfiltration slu&:Iﬂfmmzhfhﬁ(ﬁ) Faiugnvien1s g ialaRannAnE 9 T

NIN3EsL TGF fianaliananaInnisan glomerular hyperfitration 1o
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slovyudy  Macula densa ..\ fwmin ° &
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o lasau
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akdianpiata
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namezdily

sUN 2. uannalnnI9a359Mena89 tubuloglomerular feedback waznisiLasuutlaalifly

TratvonuvTegniudseniuldsfiuFanuann®
Cl-: chloride ion, GFR: glomerular filtration rate, Na+: sodium ion, RAAS: renin-angiotensin-aldosterone

system, SGLT: sodium-glucose transporter)
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nalniniag glomerular hyperfiltration YN l3ALAANNSLALALAR LA

nmozndtFannaennslunaenidesdaslinamesas LazdlaeANIUNIINTa

| ! s ] a X o v a

aangieai99ntly Bowman's capsule wazvielaiaau vinlainisilasuuilasaes
NAANGATNNT AR LUBAD A (hemodynamic) LWAZNAFNARNTUBIANTUN (hydrodynamic) 14
palazeainsuedlnainezda uazvialagousing < auldgnistfusmanusanzas (adaptive
response) WALlHWNNZaN (maladaptive response) WAEVINLNANEIFANINNEIUFANE ]

v = & s a a Y A v
w04lald @nsnevauesasmass | neluledl eannisuilas@enseduidainali
nanaLfudtyonnmnanei LNeNsERuNsTLIuNNIEN 7 Melluias (mechanotransduction)
TINNTANENWLNTINNTULBIGNTFAINANIANN 7 WU mitogen-activated protein kinase,
prostaglandins, angiotensin Il, mammalian target of rapamycin (MTOR), transforming growth
factor-B (TGF-B) TIHWNANTLHUNIAAWNIAA (fibrosis) fingl la@naFanniaziisan ) 4
adaptive nephropathies %38 hyperfiltration nephropathies"®

Mnawegdaa eallTinonaenluaiiusniniuazynlmiinaonuATaadang
(mechanical stress) ABNTINVARALADANDY NIANLATEANLINAN (tensile stress) LURANS
NINTZINAIRIN WAZTAANIINITVLNLFILULUITELN (Circumferential) UBIHUNUABALABA
MlAisausanseysalaraaiandudiunilaradnisnseaiansn (filtration barrier) LAWA
anLEBYHNTIIaBALADA (endothelial cells), LR UIBIINALNEZAR (glomerular basement

=% = Lo a =

membrane, GBM) LaZitaanaansaLiaanlaannes (podocyte) WanaNUealnInuiATe
ANUTILRABU (shear stress) @aAAANNLIIAINNNTLARRLIMIRLAeAl LW A AN 9 ILIuAY
HisvaanaenHas TaNsznAemaAl e UNTIVADALAEA LAZIDEIUAEATNNIWNNINTDY
LARDUNNILUIUITD podocyte (filtration slit between foot processes of the podocytes)
28Ng Bowman’'s capsule AAZLiAANNNIATEANNLINLABUAS podocyte AIBILTUNY 1At
ANNLATEARNUIIAY AzTuagNUTANI8IMaeAIaeanHas ANNNINTIIIAeALaankaY

o = = A = = £ | o
wazusssiuaInianntluvaanaenias lurneiiauATenaNLIaen asaueny
AT UNITAREUTNIRLADA ANIUIDUADA LAZANUUIUBIATUN (fluid column) 7

S A 9

LARBUYINIY podocyte

INANHATEATNANNGIINT VIIANTUE18U89 GBM YI99INANERiEL
289 GBM Uarhd GBM ANLFNMIa ) WN (mesangium) 1a4lnatNagas $ou0evinli
WU (foot process) 184 podocyte AT UABIEATENLUUNARINATE AINNLNIUIULAIANN
NTATINNNINENTINENT8RTIa8NHN19 glomerular hypertension trugtaelsALNMITY

UTalIARIY ININALNAIAAATIENEIUIATL UWATBIAWLNITULEUUIATBY podocyte AIE
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(adaptive podocyte hypertrophy)?® a¢i14l3fimu podocyte HANNAINITD LN UL BIUNA
FdesndnnisunauIATes GBM ﬁﬂﬁlu‘ﬁ'@mmﬁmmiwmmmﬁmmzﬁwﬂm foot
process AN podocyte (foot process effacement) %Qﬁﬂﬁam&uﬁﬁmimmmﬂtﬁ.ﬂﬂLN@;’&V@
Geldwaznulisfulasanizuaayfiusaluilaaozaniuld adrslsfnuminniay
hyperfitration sniiiuselt] podocyte Fiensfanny GBM laiviuianangaaanaanain GBM
16 (podocyte detachment) ﬂﬁ?zﬂfauﬁm:iﬁﬂLaamﬁ'gﬂmmfafaﬂmqudqw,ﬁ?ifauﬁLLmﬂ
ulal3Endna podocyte Way GBM (lunazinfasitnidenifaa¥esas 60 inaauiluidu
veil uazduTvAeazARaulilszdng foot process MNLING) AwilviiniIngaaen
2184 podocyte Iﬁdmﬁu LL@zLﬁmmﬁﬁwmmmmafﬂé’ (pseudocyst formation) Tuniazdns
podocyte avtilusnilasiulillvvanndandesinawazdalifiniuniisnes Bowman's
capsule (MTaL3aN1" parietal epithelial cell ﬁqﬁmﬁ@ﬁmmqm@ﬂmm podocyte azyL
Tnsaafraeaesfinfnfisdei (synechia formation) waztilignisifaiadaluunadauaes
Tnawagia Fednszynendiinuagnanendfinanamnil Ae ansusfinulilulen focal
segmental glomerulosclerosis (FSGS) tiutad™ Inel FSGS afiafitflunaann hyperfiltration
(secondary FSGS) ‘ﬁ A14aLTENIN adaptive FSGS %qzi?mﬂm:wmwm%zﬁmwﬁwuﬁmm
ARNEIARITLNNE FSGS TiinainmnadnUniaadla (primary FSGS) fisinwi foot process
effacement uuLialil (diffused) uaziiannsuanswaslsandsfin (nephrotic syndrome)
Farau wazifnadnasanida u ennsuan Tuaneil {ilas adaptive FSGS fnfliaduany
fusrluilagnnzliannmnnlagldfdennisuon ansfsuuureailudedll Walsals
Sexdldnniilasunainniag glomerular hyperfittration ﬁLﬂuﬁuma NINENTINEIBIAWL
Tnmm@gﬁ@ﬁmmﬂmﬁu waz foot process effacement SNWULNENLNNEIU (focal) MK
wansnuilnaadlsn®

uananwaralnamagdauia Uunmidesdiinumsnsesuintuuazdialildl
vieln fviliAsusadeunsyyinseisnessadidey Bowman's capsule uazvialndausiy
saeituiu Inanszduiruaunaian (microvil) ARamasuazynliAanisdedynynnielu
wadlunsziunisviausedsiuifldlunisgadnanimaianiin i sodium-hydrogen
exchanger 3 (NHES) FRamassuTiRaiuneluiala ez sodium-bicarbonate cotransporter
fignreusadiuiiiafunannden saafeiinisrenaruinraasaalieiinniagads
lesaulafuuuazarnin it Funomnniu wifvilfiead deyvelafimsdnasndlunis
PUAIENTUAZHaINNTBANTIAUNNTY AuenavlTAansneendaueaielndiuuen

nvialaatagunn (renal cortical hypoxia) $aNYNNNIAANALINIABEHIL LAALHY WAL
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TatlandusnnulsivlasmaarialpdauAunanniu Aa1170NTLAUNNTaTNEIAINATY
NNIENLAL (cytokine) WazANTNTEAUNITLALLA (growth factor) AN ) MU TINTELIUNNS
mavnaaFsnvnllgnisensseamaasng o neluiilels (apoptosis) uazniaiaWIRA LY

‘&lVL . .19/(19)V5UGVLV| P a a v oA % o A

Halm (tubulointerstitial fibrosis) 1A AYUAZLALLAIN LEINULUIARENAUNLINLNTANIL
wadlsalnizaieazlinnus Ay AUNI9E glomerular hyperfiitration NANMAR TN NlsAUID

2; d‘q 1 o =) d‘ a éj as o Y o 1 =
Aagla o nenfuanufiauwasiiindulunianas vinldnanusunialnanasaniiy way
mdaelnvaeailufieasiniag glomerular hyperfitration Liamdliseiy GFR lasisansia
Taisaniuly usl SNGFR Tvisautifiazinldgnisunaduaesinaineagdauaziin adaptive
FSGS aubnlnawegasuanudavaly waziianuaumisalanvinanulaivaatieana
&n 9z glomerular hyperfiltration AsfaALinBLRADA Uaza UIUMatlAfiaAaIToY 7|
aanpaanunTAiutedsalairefuiussasnuiniu auanasadlasun1stintnnauny
Q" 1 SJQI QI éj a o | o 6 o v 1 o a
Tailuiige usAuFIANIBAINNLEIREAN 7 Ingengludninaas inliwuanisanitiu
1a3lsalaFefianalanndudauninndiiu dnansenudensinanegas vials temn
A9uBU (interstitium) sandeszuLvaandanntluln Jldanensanimaniziilnainegda
wintlu waziivananabnidesleeiuldldiies glomerular hyperfiltration i1 NN98NLEL
NMMZIATEAANEBNTLATY NNsINReandian N3yt uiriniuewialaluniielnivas
wiaeeg TalANTaNleaiy Inanszuuneng 7 dsgnatauainaissanatsianeatin
LATANTTHANTN BnallunumAenananaln il RAAS laaani angiotensin Il 4aNAIN
ATRNARBNTVARIIBINADALABALAHBREI1aaNaNtA AU lMiinnI19e glomerular
. . [% o ' oY o o a oA sL I/L v o) @ a
hyperfiltration waa €awudinszAuNIIanELazNinRIRalulafog® Aadunanaes
ATDNNNNTIAEIT 439 7] WAINIIINENNTE glomerular hyperfiltration LANgNBENLALY A
o a E IR ¥ q = o A

aunnTraen1saiutedsalnizeilanintasiiedls saNienIF NN TEaa AN
Wenvedlnls U RAAS inhibitor 138 SGLT2i UUIARINNALRIN1TAA glomerular
hyperfiltration Hunan videwnwszdaglunszuiunisay < vesnisatiulsanae atngls
fmailuilaqiiu Affiadinae glomerular hyperfitration Liunssuaumsnnulaansuusn <)
1pan1saiuredsalnEede wazidunssuaunisNaInnsadtanswarfnmuladandn
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NANFIUAUUAYUANNAIATYIRINE glomerular hyperfiltration wazn1g
FNHINNIEAINAND

AnNalNNanenBaIsInenAinanamn nudnalnnsnadusaiials Tlauienns
siiuredsalniBas Sanududeutaziisadasilasaimanadin Sldadnay
@gﬁﬂLViﬂﬁu AN LAAAIDTNEATY 91N192 glomerular hyperfitration ﬁuﬂummaz{ﬁﬁm
TumsviliiAslsalaGesosels vﬁ@LﬂuLﬁmqmﬁ'Nﬁwﬂmquﬁlu 7 iilAnnsue
Sudelavindu dumsfiueayfiuidluilaaing niesnauvdanaziaianaineandiadu
Feazrbllgnisguainmniile Suwndaiihudediunsaanniag gomerular hyperfitration
LazinEnAuAENsnasitall viesansnselinsanLAnN AR NATIIR A LLAIR N EN
AxLUanIERsgulutlagiu mfmwuLmagﬁuéfﬂuﬁ@quﬁy’um 30-300 1N.ABIY
LLﬁﬁqL?'mmu@34mmﬁuﬁ@mslmﬂmmﬂﬁﬁmdﬂﬂﬂﬁ (RerN9n 130/80 wx.lsan) wie
T%m‘Luﬂ@juﬁ'ﬁuﬁy’qmﬁ‘ﬁwmmm RAAS®? TiiLiledannnIs3usnE T eAaNsIaINY
glomerular hyperfiltration Tuenaiumsldninenns viainanudasreanatnafses
EUNNgEVTaNITALANANNAAelat iy

4aNATNLUTZNITUIN ﬁwﬁﬂjmdﬂﬁﬁﬁ glomerular hypertension LNAIHLAEN
ﬁi@mﬁ‘ﬁu@@uﬁu?ﬂuﬁ@m% mauAszAL 30 un.sedudull (moderately increased 1iae
[AnGen microalbuminuria) vl @ennsAnEAinusn NNy A NANTLSFINaNY

23-25)

Y o = ( =2 QAII/L 1 o o 6 ar 1
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Inaannzgaslsaiunmany
glomerular hypertension AuaNA1AY (Huualindnanudaafilinuanuduiussinans
$inldn193n eGFR 1alld measured GFR™) uazszazinanlunmsnmugiaaunnsneny 69
funsiesziluLainTy (meta-analysi) sl uauAraaliA L daRuRNTULE
FawanmaAnenfananaganadesiunalnmanensaisineidanududousnnndiie
msnsasiilnaagdayint uiinspanduraseayfuivielpdauiusag
fafiarsoulsznnaians Adayninmuteayfiuidluilasiy fenindena
vasmaviauasliluszazanavanaislsalnFess Wesannsdiasdiusnniisiue
ayRuiluilaaay ldldfinmiaureslafidenss sandeifiaelsanmainsdoud
wilsalansGerauslinuueayfuidluilaanazls™ athdlafmm mefnmniiazaeusonm
flFasinmudilaglusraznaunuismeilsalaFofanfsiuld Yszneumilugag
LINeN GFR fianaananlunaainag glomerular hyperfiltration Tanaafils uazFesiATR

nwanalagauAniladusunauauiiiialsalnGasesnamuiu tiussAuNITAILAN
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% = ar =S a [~] v ar = [~3 ‘&’
UAaluaeALAzANNAULAEA uazAtineante usu Tuilaqiiunisdnmilseiinud
dovdlunifaiansdaud vansaneludnsnaned® ez saflunsanenludilos

o b 9 k1)
Tsawvauntiaf 1 udaulvg laanisfinenanga unsinmziainnuidsluesn
(post hoc analysis) lagl Mark wazamy Tutl a.A. 2019 GuilunisAnsnaunalug (@1uou
ilag 446 18) uarRanngiasunumadsesu 28 U wazilladaniay glomerular
hyperfiltration #3¢ measured GFR blWLANNANAUEILNINY glomerular hyperfiltration %14
N19AARA 130, 140 Y178 150 Na.ABUINAENUNRINTY 1.73 As.4. AUNITH eGFR Yaundn
60 Na.ARUNIRENUNRINY 1.78 A.aLvisaiinleabaluszas 3 1uldluaunn® atnals
finn uddanriusnldlaAnmnases SNGFR walilunsld GFR Tagson uarluilaqriu
o = Ao a A = o o & a | =< o @ a v P
faldfanflseeanwuuiiadnmAnnduiussanatalaeaniy deaiuniazfesdinng
Anenmalyl

at3lsfigny wiMANgIUIBY glomerular hypertension FBNILABNTBINTTVINNL
gaslmazdlidnian wilnangiuauunnwusgtlosiniag glomerular hypertension

31,32

AUNUSTUARTINNTLA8TINTINC" 2 LarndadanannisainlauasiaamlaaANNINALL

< val 1 ° o = o 1% ! 1% = v o A QA'
neevalugilaiflsadszandn sontenuinlaiesansielaavlugiaelsannumuaenged

2 {penfludasrainiadeideauadlsnialauaziaanlaanau o

3 filtration fraction g4n37
LATWLINENANUSIUANNLINF 18I aARaALAY (arterial stiffness) Findu pauRnUNG
TunsvinnusedmaayHTaiaeALaen (endothelial dysfunction) NM3aARIIBINITLLTAY
YRIANMNAULADA L ULARZTINTBITULALLANIZNNTAAAIUBIANNAULADALUIAINATIAY
(diurnal variation in blood pressure and nocturnal dipping) Wa¥N19NIEFW RAAS® * atindls
fimunisuiananisdnmaenaialienaagidn glomerular hypertension tiluaniupasadlsa
wlauaznaenden wifluiladuidoedasyaniladanilidmivlsaiilawazuanniaen
(independent cardiovascular risk factor) Wi eLflugaunilsainisdsuwlamewaenidon
ﬁqéﬁqnﬂﬂﬁwmmﬁﬂLmzsummslmy' Fatunnswy glomerular hyperfitration lurilogana
ylfunmdihsesa Aansas sondesnenlsarilauazaesdaniionaiinduldedneimiod

faRanranlsznsgavhauasdrdnfigasaniailifiasaniihanasgiumans
UNTR Ao ﬂﬁﬂ%@;ﬂ@ﬁy’qmmﬁnd’mmﬁqmm"l,siff?mwmmqu glomerular hypertension
semaaentedlauazlsalaEess neineniay glomerdar hypertension HaLAszez3H
ANl AzaNEnTndasanAsldanaedle wiaanradwanslalussazena unistiata
nounilaldreld mntednsanmafasaninewiseld Ganisnaumaasingaaees

v = | = . . A a = %
Vmeﬂmj‘ﬂﬂ‘mLLUUQNﬂQU@NLﬂ?ﬂumﬂU (randomized controlled trial) NANATUDiAdE
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= 1 v ~ = P | % o A =
TUNIUBY 7] BENATUOY LHlBananaliladeay o naansinetuTeaeANaes
193l3AlATaTIANY [UW TTALUUANALWABAYTERNNABABATIANAY WInNATeTanas
@ v = D2 o) /o = A v a L o o
Husu vieudusrnaanenldinenies ilasaniinaoxuananalnnisiinlsalnse i

o YV o o ¢ a v o < =~ ~ X Y a A
AHdUdauLazdniusnulunanlaseaie daqiudunnsuiisiuwasdienunenting
g ladn e ranAd@eNtadbnannalnlunisan glomerular hyperfitration Luen?
ANag Uy RAAS (RAAS inhibitor) 114 angiotensin converting enzyme inhibitor (ACEI) Ve
angiotensin receptor blocker (ARB) AaNANNARBIATIATINAY ] A28 FIUAANITIBNLALIYE
Halnduazthldgnaifaisiandlutdalananas 1luwsiu® Geluilaqiiudalaifinnsdnen
TuanemuzaInann uANnsAnElag Ruggenenti uazany 1ull A.a. 2012 Tatlddayaann

a o = a & a  a A aa |o A a o

nuAdtlueannundiATzEANInaweneaNlEIEN et AL UaanaiinaaIniade
sunau wudlugthalsanvauntiai 2 Mlafunisinenausiniag glomerular hyperfitration
anad (WitleudndiAn GFR anaannnnandesas 10 Ml 6 ineunasine) vieeluiniig
pananaguan azantanalunanuneayiuidluilasaglumenaslagliauiunsasugs
ANNAULARA sTAuImalwaen YTannueayfiuluilaainzieuinm waznisldvirals
Ifelungsn RAAS inhibitors Tun135nsn wananuudantdn GFR densnisanadsalil
TN NATHA AN AT A LU AIREUAUBIRBNTINE (ANNEETIUIBIERTINITANA
1.72 da.Aeuniisie 1.73 As.u. wWIeuiauiy 4.19 da.Aeuiise 1.73 ns.u. lugnding
IS . . )(37) 1 1 [~3 ¥V = o 1 | = a
NN19E glomerular hyperfiltration™"” agNLTNATHN WENNTANENAINANIRZLTIUNTANEN N AU
1lvgy ({ilae 600 1) uazAnmuFasluszeviaauu (@Adsagau 4 1) uadldqadin
GFR laamsamat clearance technique NATY WANMTANENULLUGNAYLANLTHLLALN
DANUULIWEABUAIDINAINANIE9AIHaNTY AeularussquuInIanIsinEInIge

glomerular hypertension asluwuanansljianldedtiuaina

a aa ' . .

13ANTANIENNTENUINNL glomerular hyperfiltration
1. maztnanlainisnevauedlasnisliiy GFR LAGNTAILANANAATENATAN < T
§19M18 (physiologic response) daiiaidun1sUiusaNvanzanaantaln iNanauauad
fanaeiany uazdrusnnlinudninaldesanisvinanuaedlaluszasand uiaiaAy
a ! <L I/L Y v A a a a ° VL 1)
\@eselsalairedy WuLAeiansrnlnAlunsinueedaegins

1.1 NN9FNATIA WLAN GFR N9Als waz ERPF IWNTURAILA 1 LABUMAIANNENNg
FIATIN UATAABANIIAIATIA (whole kidney hyperfiltration) M9HLEBIaNNINETIAIATIA

FUNLAZINABAILUTINNNY TONDNENTULNLFIUBINADALADANITINILANNADT LN relaxin
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NNARMANN corpus luteum WAZINAULIUNITIABLAUEIA® human chorionic gonadotropin
(HCG) Tana1agaTlay relaxin N1lA YINANN1T8319617 endothelin WAL nitric oxide VNI
AN3ULNLAUBRINARALABANS afferent arteriole waz efferent arteriole WAZEIMNLANNNT
Ravauedse angiotensin Il TaldA winaziiassAazininsziuaes RAAS sasfimnu®
AL AN filtration fraction 18dlnalNaIAalHNLTWTEIRINNG GFR WAy ERPF (XA
asnududndiunu wazannnisAnen e linunaldsAansvineutedlalusezaniaInnig
4 'S ‘wL ¥ a A 4 'S 5(39)
AIATTARS VTR AIATIANANLATY

1.2 NMATLATEATBITNNEANRINTEAUAN 7 viTalain1azlannedaunay a9
[~1 q' . o 1 v kd =2 5| 1 v A dy ar
\{uinnwe9 renal functional reserve Asnanadnesiu aailumpuadludilosnillsalaFeis
BtllAN AH renal functional reserve Bagnanunftiiesarnnisvinauaeanualelaanysol
wiaanail glomerular hyperfilration aginauuaaainlsaiilunumsuedlsalnEedamun

o 6 YU R a a = o v | %
i ibigiaslsalaGaiadinnuasdlunaianiozlnona@aunduunsndeudinandiy
Ao ° a o A o = o vy ] = X o
Ansvinueedlaln® wazdaanalusnainnaglanadaunauladinan wieldnusa
el iinisvinanuedlaudadliants lunisnsdjiRaiusodn renal functional reserve
= vaa v o a A aa o . . = a
Ualagldigaananunsdssiwnedianeniay glomerular hyperfiltration ARRATIALABA
wazilaanZNeAIUIUAN creatinine clearance NauuazNeli 3 daluanasanniulseniu
TsmulutFana 1.2 nAedwinga 1 nn. aawudngioendl creatinine clearance Ly
NNNIVTAYINAL 30 NA.ABUNT AEWUNRINTE 1.73 AT.4. NAMNANWNUSALNITVINGIL

1 Ao o = o 2 ' (40, 41)

189 ANANINANENAINNIIZLATEATBITINNNE

1.3 MA9AINABBIUNT (postprandial hyperfiltration) Tedauntlailunaanlysfuias
% dl = v = Yy v v o &
wmanglaafigadnainansdngnszuaiaean aelanandnasiudnanansnduas TGF was
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