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PE3IOME

JAuabemHomo 6vbpeyHo 3a6o0ns8aHe ([b3) MpaduyuoHHO ce C8bpP38a C Nocsedo8amesnHo passumue HA anbyMuHy-
pus, M0C1e08aHA OM MPO2PECUBHO HAMAIABAHE HA CKOPOCMMA HA 2/10MepPYsHA uampayus. JaHHUMe om nocaedHume
dse decemusnemus MOKA38am, Yye 3HAYUMENHA Yacm om rnayueHmume cvc 3axapeH ouabem mun 2 (34T2) pazsusam xpo-
HUYHO 6bbpeyHo 3a60a8aHe ¢ pedyyupaHa U34uCAeHa CKOpoCcm Ha anomepysnaHa guampauus (eGFR) npu nepcucmupa-
W0 HOPMAsIHA eKCKpeyus Ha anbymuH. To3u ¢heHomun ce 0603Ha4a8a KAMo HOPMOAABYMUHYPUYHO UAU HEAABYMUHYPUY-
Ho duabemHo 6vbpeyHo 3abonssaHe u Hali-yuecmo ce OepuHupa upes eGFR <60 mi/min/1,73 m? npu cbomHoweHue anby-
MUH/KpeamuHuH 8 ypuHama (UACR) <30 mg/g, cned uskno4saHe Ha Opyau npuvuHU 3a 6vbpeyHo yepexdaHe. Enudemu-
0/102UYHUME MPOYYBAHUSA MOKA38AM, Ye HOPMOAABYMUHYPUYHUAM heHomun npedcmassaea 3Ha4um O0f1 om nayueHmu-
me cvc 34T2 u HamaneHa 6vbpeyHa hyHKYUA. B cpasHeHue ¢ Knacudyeckomo anbymuHypuyHo 63 nayueHmume rno-4ecmo
€a M0-8b3PACMHU U H(eHU, UMAM ro-HUCKU cmoliHOCMU Ha apmepuasaHomo HanseaHe u HbAIc u no-HUCKa yecmoma Ha Ou-
abemHa pemuHonamus. Xucmosoau4Hume 0aHHU rpednosaaeam xemepo2eHeH Mooes Ha ysperoaHe, npu Kolimo cb0osu
u mybyaouHmMepcmMuyuaaHU NpomMeHu mo2am 0a 0oMUHUPaAmM HA0 munu4yHama ouabemHa 2nomepynonamus. bvbpeyHa-
ma npoepecus obuyaliHo e no-6asHa 8 cpasHeHue ¢ anbymuHypu4Hama ¢gopma, Ho pedyyupaHama eGFR ocmasa He3asu-
CUM MapKep 3a nosulieH 6vbbpeyeH U CbpOevyHOCLO08 PUCK. HopmanHama anbymuHosa eKckpeyus csedosamesHo He u3-
K/1H0480 KAUHUYHO 3HaYUMO 6vbbpeyHo 3a60ns8aHe. Co8peMeHHUAM OuazHOCMuYeH nooxo0 U3UCK8a rnapasesiHo rnpocse-
0saeaHe Ha UACR u eGFR, sHuMmamesiHa OugepeHyuanHa ouazHo3a U npusazaHe Ha Kapouo- U HegpornpomeKkmusHU cmpa-
meauu. Hosu 0b120CPOYHU KOXOPMHU OGHHU Momebpx0asam, Ye HopMoanbymMuHypusma obu4aliHo e c8bP3aHa ¢ no-bna-
20npusmHa 6vOpPeYHa NPo2HO3a, HO He eAUMUHUPA PUCKA NpU HarpedHano HamaneHue Ha eGFR. OcobeHo 3Ha4YeHue umam
SGLT2 uHxubumopume, mbli KAMO 10a3aMa UM 8bpxy 6vbpeyHama pyHKYUA ce Haba0asa U rnpu HUCKA UsaU HOPMAsHA
anbyMuHypus.

KnrouoBu aymu: duabem+o 6vbpeyHo 3a60n968aHe, HOpmMoanbymuHypus, 3axapeH ouabem mun 2, eGFR,
XpOoHU4YHO 6vbpeyHo 3a6onaeaHe, SGLT2 uHxubumopu

ABSTRACT

Diabetic kidney disease (DKD) has traditionally been described as a condition in which increasing albuminuria precedes a
progressive decline in glomerular filtration rate. Evidence accumulated over the past two decades has challenged this classi-
cal concept by demonstrating that a substantial proportion of patients with type 2 diabetes mellitus (T2DM) develop chron-
ic kidney disease with reduced estimated glomerular filtration rate (eGFR) despite persistently normal urinary albumin excre-
tion. This phenotype is commonly referred to as normoalbuminuric or non-albuminuric diabetic kidney disease and is usually
defined by an eGFR <60 mL/min/1.73 m?in the presence of a urinary albumin-to-creatinine ratio (UACR) <30 mg/g, after alter-
native causes of kidney dysfunction have been considered. Epidemiological studies indicate that this phenotype accounts for a
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substantial proportion of patients with T2DM and impaired kidney function. Compared with classical albuminuric DKD, affect-
ed patients tend to be older, are more frequently female, and generally have lower blood pressure and HbA1c levels and a low-
er prevalence of diabetic retinopathy. Histopathological studies demonstrate marked heterogeneity, with vascular and tubu-
lointerstitial injury sometimes predominating over typical diabetic glomerular lesions. Although kidney function generally de-
clines more slowly than in albuminuric DKD, reduced eGFR remains an independent marker of adverse kidney and cardiovascu-
lar outcomes. Thus, normal urinary albumin excretion should not be interpreted as evidence of preserved kidney health. Con-
temporary assessment of patients with diabetes requires simultaneous evaluation and longitudinal monitoring of both UACR
and eGFR, careful exclusion of non-diabetic kidney disease, and implementation of appropriate cardiorenal protective strate-
gies. Sodium-glucose cotransporter 2 inhibitors are particularly relevant because their kidney-protective effects extend to pa-

tients with low or normal levels of albuminuria.

Keywords: diabetic kidney disease, normoalbuminuria, type 2 diabetes mellitus, eGFR, chronic kidney disease,

SGLT2 inhibitors

YBO/,

OnabeTHoTo 6BOPEYHO 3abonsasaHe (B3) e
€4HO OT Hal-3HaYMMMUTE MWKPOBACKYNAPHMU YC-
NO’KHEHWUA Ha 3axapHuA guabet n Bogella npu-
YMHa 33 XPOHUYHO 6bOPeyHo 3abonasaHe (XB3).
KnacnyeckmatT mogen Ha ectecTBeHaTa My eBO-
NIOUMA BK/IKOYBA IOMEpY/HA Xunepduntpaums,
nocnenBaHa OT YMEPEHO YBeIMYEHA anbyMUHY-
pvA, Nporpecus KbM m3paseHa anbymuHypus U
NoOCTENEHHO HAMANABAHE Ha romepyaHaTa Gun-
TpaumsA. Ta3n KOHUeNUMA NocTaBa anbyMuHypus-
Ta B LLEHTbpa Ha AMArHOCTMKATa U NPOrHo3aTa, HO
CbBpeMeHHUTE HabtoAEeHNA NOKa3BaT, Ye TA He
ONWCBA LENMA CNEKTbP Ha AnabeTHoTo 6bOpey-
Ho yBpexaaHe (7,9,13,14,16).

Mpn 3HauUTENHa 4YacT OT MAUMEHTUTE CbC
30T2 eGFR Hamanssa nog 60 ml/min/1,73 m?
6e3 npepLwecTBalia MM CbMbTCTBALLA NATONO-
TMYHO MoBULIEHa anbyMMHOBa eKcKpeums. Tosa
CbCTOAHME Ce O3HayaBa KaTo HOPMOANbYMUHY-
PUYHO, HEANBYMUHYPUYHO UM HENPOTEUHYPUY-
Ho [B3. Pa3ano3HaBaHeTO My NpoOMeHu npeacTta-
BaTa 3a /163 KaTo eanHHa nocneposatesiHa 60-
NIECT M TO YTBbPAN KATO XeTepOoreHeH CUHAPOM,
MpPU KOWTO [/IOMEPY/IHK, CbAOBM, TybynonHTep-
CTUUMANHKN, METAabONUTHU U Bb3MNAAUTENHU Me-
XaHW3MM y4acTBaT B pa3/InyHa CTENEH NpPU OTAEeN-
HWA naumeHT (10,13,16).

Llenta Ha HacToAwmA 0630p e Aa npeacTasu
aKTyasIHUTe AaHHM OTHOCHO AedUHULMATA, enu-
AEMUONOTUNATA, MATOFEHETUYHUTE MEXaHU3MMU,
KAMHUYHUTE U MOPOSIOTMYHUTE 0COBEHOCTY,
NPOrHO3aTa, AMarHOCTUYHUA NOAXOA M Tepanes-
TUYHOTO NOBeAEeHME NPU HOPMOANBYMUHYPUYHO
[B3.

MATEPUANTU U METOOMN

M3BbplleH e HapaTUBeH /iMTepaTypeH ob-
30p Ha Ny6/AMKaumu, MHaeKcMpaHu B PubMed/

MEDLINE, n Ha akTyanHu npenopbku Ha Kidney
Disease: Improving Global Outcomes (KDIGO) u
American Diabetes Association (ADA). Moabpa-
HM Ca OPWUIMHA/NHM NPOYYBAHMA, CUCTEMATWY-
HY 0630pKW, METaaHaNM3N U KNIMHUYHU PBKOBOA-
CTBa, CBbP3aHU C HopmoanbymuHypuuHo /B3
npu 3T2, HeroBaTa NPOrHO3a U CbBPEMEHHUTE
HeppPONPOTEKTUBHM CTPATENNN.

OBCbXAAHE

1. AeduHUUUA, YeCcTOoTa U KIMHUYEH dpeHoTUn

HopmoanbymunHypuryHoTo amabetHo 6bbpey-
Ho 3abonssaHe ([B3) Hait-yecTo ce onpeaens
KaTo NepcucTMpalLLo HamaneHune Ha eGFR <60 ml/
min/1,73 m? npu UACR <30 mg/g, cnea U3Kou-
BaHEe Ha APYrv NPUYUHM 33 XPOHUYHO HbOpeyUHo
3abonasaHe (XB3) (1,4,10). HopmanHata anbymu-
HOBa eKCKpeLums He U3KNHYBa 6bOpeYHo yBpexK-
[AaHe, Nopaam KoeTo oueHKaTa TpAbBa Aa BKAKOY-
Ba egHoBpemeHHO eGFR, UACR u TAXHaTa AWHa-
MMKa. Mpu nvnca Ha anbymunHypus ocobeHo 3Ha-
YyeHne MMa gudepeHuManHaTa gMarHo3a C Xu-
NepToOHMYHA M UCXeMUYHA HedponaTus, Bb3pa-
CcTOBO 0bycnoBeHa 3aryba Ha HedpoHHU, Tybyno-
WHTEPCTULMANHKN 3aD0/1ABaHNA, MEOUKAMEHTO3-
HO yBpeXAaHe U 0OCTPYKUMSA, aKTUBEH YPUHEH
ceauMeHT unamn 6bp3 cnag Ha eGFR Haco4BaT KbM
anTepHaTMBHa eTmonorua (1,4).

®eHoTMNBT e YecT npu 34T2. B pasanyHm Ko-
xoptn 30-56,6% OT NaumeHTUTe C HamaneHa 6b-
bpeyHa ¢yHKLMA ca 6e3 NAaTONOrMYHO NoBMLLIE-
Ha anbymuHypus (7-9,11,14), a cucTeMaTUYHUAT
0630p 1 MmeTaaHanM3 Ha Shi 1 CbaBT. NOTBBLPXKAA-
Ba, Ye TOBA € 3Ha4YMMa KAMHWYHa noarpyna (13). B
CpaBHeHWe ¢ anbyMmnHypuyHoTo 163 nauneHTuTe
NO-4eCTO Ca MNO-Bb3PACTHU U KEHU, UMAT MO-HU-
CKM cToMHOCTU Ha HbAlc 1 apTepranHoToO Hans-
raHe 1 No-HMCKa YecToTa Ha aMabeTHa peTnHoNa-
™A (11,13). Te3n pasnmMums BEPOATHO OTpPas3sABaT
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€4HOBPEMEHHO OWOMIOTMYHA XETEPOreHHOCT U
B/IMAHME Ha CbBPEMEHHOTO /IeYeHme - No-406bp
KOHTPO/1 Ha IMIMKeMUSATA U apTepPUanHOTO HanAra-
He, 610KaZa Ha PeHMH-aHIMOTEeH3MHOBATa CUCTe-
Ma 1 MO-LUMPOKO U3MO0/3BaHE HA KapAMOopeHan-
HO NpoTeKTMBHM Tepanum (10,16).
2. NaroreHe3a, mopdonorua 1 NporHo3a

MopdonormyHata ocHoBa Ha HoOpmoanby-
MWHYpr4HOTO [B3 e no-xeTeporeHHa OT Tasu
Ha KnacuyeckaTta avabetHa HedponaTma. B 6u-
OMCUYHO MPOYYBAHE TUMUYHU ONABETHU FoMe-
PY/HW Ne3nn ca YCTaHOBEHM NpU 22-ma OT 23-ma
NaUMEHTM C NoBULLEHA anbymMUHYpUA, HO Camo
npu 3-Ma OT 8 HOPMOAIBYMUHYPUYHW NALLUEHTH;
NpY oCTaHaUTe JOMMHUPAT NO-c1abo n3paseHn
IIOMEPY/IHU NMPOMEHN U/IU HENPOMOPLMOHA/HO
CbZ0BO M TybyNOMHTEPCTUUMANHO YyBpeEXKAaHe
(2). AaHHUTe OT HaumoHanHa BuoncMyHa Koxop-
Ta CbLO NOAKPENAT Pa3NIMYeH CTPYKTYpPeH Mnpo-
¢éun npu HenpoTenHypuyHo 63 (15). O6cbKaa-
HUTE MEexaHM3MM BKoYBaT 6bOpeyHa apTepmo-
CKNepo3a M UCXeMus, eHaoTeNHa AUChYHKUMA,
XPOHUYHA TYyOYNOMHTEPCTMUMANHA XMUMOKCUA U
Bb3Ma/ieHNe, OKCUMAATUBEH CTPEC, CYOKAMHUYHM
enmn3oam Ha ocTpo 6bOpPEYHO yBpEKAAHE U Bb3-
pactoBo obycnoseHa HeppoHHa 3aryba (10,16).
ToBa npeanonara, 4e HOPMOANBYMUHYPUYHOTO
B3 e KnnHUYeH peHoTUN, a He eaAnHHA Mopdo-
JOTMYHA eaMHULA.

CpeaHo 6bbpeyHaTa nporpecus e no-6aBHa
N PUCKBT OT 6bOpeYHa HeAOCTaTbYHOCT € NO-HU-
CbK B CpaBHeHWe C anbymMuHypuyHMA deHoTMN
(13,15,16), HO cbCcTOAHMETO He e AobpoKayecT-
BeHO. B RIACE HamaneHaTa eGFR 6e3 anbymuHy-
puA e He3aBMCMMO CBbP3aHa C NoBuLeHa obLua
CMBPTHOCT (12). B ABArOCPOYHO KOXOPTHO NPOYY-
BaHe o1 2025 r. npu 24 558 naumeHTn cbe 34T2
rpynaTta, pa3suna anbymmHypus npeam eGFR ga
cnagHe nog 30 ml/min/1,73 m?, uma 2,39 nbu
Mo-BMCOK PUCK 3a 6bOpeyHa nporpecus cnpsamo
NepcMcTMPaLLO HOPMOANbYMUHYPUYHUTE NaLM-
€HTW; BbMPEKM TOBA NO-BMCOKATa Bb3PacT, He3a-
[LOBO/IUTE/THUAT IMIMKEMUYEH KOHTPOJ U Cbpaey-
HOCbAOBUTE 3ab0NABaHMA OCTaBaT Hebaaronpu-
ATHM NPOrHOCTUYHU AKTOPU 1 NPU HOPMOaNby-
MuHypus (6). CheposatenHo UACR n eGFR ca go-
Mb/IBALLM Ce, @ HE B3aMMO3aMEHAEMM MapKepu
33 PUCK.
3. AmarHocTU4YeH 1 TepaneBTUYEH NOAXOA,

CbBpeMEHHUAT Noaxon WU3MCKBA NapanesHo
npocnegasaHe Ha UACR n eGFR. ADA 2026 npe-
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nopbYBa NPU BCUYKKM NaumeHTn cbe 34T2 noHe
e)KerogHo onpeaenaHe u Ha ABaTa NOKasaTens,
a npwu yctaHoseHo Xb3 - No-4ecTo MOHUTOpPUPA-
He cnopes ctaama u pucka (1). Npwn HamaneHa
eGFR n HopmoanbymuHypua Tpabea ga ce no-
TBbPAM XPOHUYHOCTTA, Aa Ce OLEHU TpaeKTopus-
Ta Ha eGFR, aa ce nostopun UACR 1 aa ce uscnea-
BaT YPUHEH ceaMMeHT 1 6bbpeyHa mopdonorus.
MpY CbMHEHWE 32 HETOYHOCT Ha KpeaTUHWUH-6a-
3MpaHata eGFR Mmorke Aa ce M3nos3Ba LMCTa-
T™MH C uAnm KoMbMHMpPaHa KpeaTMHUH-UUCTATUH
C ¢popmyna (4). BbbpeuHa buoncus ce obcbKaa
NPy HETUMNMYEH XoZ, - 6bp3a Nporpecus, akTUBEH
CEAMMEHT, M3pa3eHa XemaTtypusa, HedpoTUyeH
CUHAPOM MW CUCTEMHM NPOABW.

TepaneBTMYHOTO NoBeaeHMe cneaBa obWM-
Te npuHumnu 3a 3472 n Xb3: onTMmaneH rmuke-
MWYEH W apTepuasieH KOHTPO, IeYeHne Ha AncC-
MNUAEMUNATA, KOHTPOJ Ha TENIECHOTO Tero, du-
3MYECKa aKTMBHOCT, OTKa3 OT TIOTHOHOMYyLIEHE U
orpaHM4YaBaHe Ha HePPOTOKCUMYHM EKCMO3ULMMK
(1,4,5). OcobeHo 3HayeHne MmaT SGLT2 UHXMbK-
Topute. ADA 2026 npernopbyBa NPUIOKEHMETO
um npu 30T2 n X63 npu eGFR >20 ml/min/1,73
m? 33 peaykuusa Ha 6bbpedHaTta mporpecus u
cbpAedyHocbaosuTe cboutus (1). B EMPA-KIDNEY
20,1% ot y4actHuumTe ca c u3xogeH UACR <30
mMg/g, a aHaNN3BT Ha XPOHWUYHUA TeMM Ha MpPo-
MsHa Ha eGFR noKassa 3abaBsHe Ha QyHKUMO-
Ha/IHMA cnag W NPWY HUCKa UM HOopMasHa anby-
MuHypua (3). ToBa noakpens HeppoOnpPOTEKTU-
BEH MOAXO0A, NPV KOWUTO anbymuHypusTa He e
€4MHCTBEHMAT KPUTEPUIA 3a 3anoyBaHe Ha SGLT2
UHXNBUTOP.

bnokagata Ha peHWH-aHTMOTEH3NHOBATA CUC-
Tema ocTaBa Hal-gobpe AOKasaHa npu xunep-
TOHUS U anbymMUHYpUs, AOKATO NPWU HOPMAJIHO
apTepuanHo HanAraHe u HopmaneH UACR He ce
npenopbyBa eAMHCTBEHO 33 MbPBUYHA NPOPU-
NaKTMKa Ha OB3 (1). AaHHuTe 3a finerenone ca
npeaMMHO OT MonyiaumMM ¢ NoBuLLIEeHa anbymm-
HYpUsA M He NO3BOAABAT cneunduyHM 3aKatoYe-
HusA 3a UACR <30 mg/g. GLP-1 peuenTopHuTe aro-
HWCTW Ce BKNKOYBAT cnopes, obLuma KapamopeHa-
NeH n meTtabonuteH puck (1,5).

n3BoaM

HopmoanbymmnHypuyHoTO AnabetHo 6bbpey-
HO 3ab0/1ABaHe € YecT U K/IMHUYHO 3Haunum de-
HoTun, ocobeHo npu 34T2, KOMTO ocrnopsa Kna-
CcMYyecKaTa KoHuenuusa, Ye anbymuHypuATta 3a-
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Ob/BKUTENHO NpeaxoxKaa 3arybata Ha 6bbpeyHa
dyHKumMA. To ce XxapaKTepu3npa c HamaneHa eGFR
npu UACR <30 mg/g v c XxeTeporeHeH KMHUYEH U
mopdosiormyeH npodua, Npm KOMTO CbA0BU U TY-
OYNONHTEPCTULIMANHN NE3UN MOTaT 43 AOMUHU-
paT HaZ TUNUYHaTa guabeTHa raomepynonaTms.
Bbnpekn no-6aBHaTa cpeaHa 6b6peyHa nporpe-
CUs CnpAMO anbyMUHYPUYHUS deHOoTUN, Hama-
neHata eGFR ocTtaBa BarkeH Mapkep 3a Hebnaro-
NPUATHU 6BOPEYHM U CHPAEYHOCHA0BU U3XOAM.
3aTtoBa HopManHaTa anbyMMHOBA eKCKpeuma He
TpsbBa Aa BOAM A0 NoALeHABaHe Ha bbbpeyHaTa
AncoyHKUMA. CKPUHUHIBT M NPOCNeAABAHETO Ha
naumeHTuTe cbe 3T2 TpsabBa Aa BKAOYBAT en-
HoBpemeHHo UACR 1 eGFR, a TepanusaTa ga 6bae
HacoyYeHa KbM LANOCTHA KapAMOpeHasnHa npo-
Tekuma. [aHHute oT EMPA-KIDNEY nogkpenat
3abaBsAHe Ha XpPOoHMYHMA cnaj, Ha eGFR cbc SGLT2
WUHXMBUTOP M NPU HUCKA AN HOPMAHA anbymu-

HypwA (3).
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