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Abstract

Diabetes, causing heavy public health financial burden, is one of chronic diseases. Diabetic kidney
disease (DKD) is prevalent chronic micro-vascular complications of diabetes. As the number of pa-
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tients with diabetes increases, the proportion of patients with chronic kidney disease due to di-
abetes increases significantly in the world. Currently, the treatment of DKD is limited and there is
no unified treatment plan for DKD patients. Due to the lack of awareness of DKD, lots of patients
with DKD could not be diagnosed and treated in time and eventually caused renal failure. So, it is
necessary to strengthen the understanding about DKD for diabetic patients. This article reviews
the clinical diagnosis and treatment of DKD, which provides reference for the prevention and
treatment of DKD.
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1. 51§

2021 4F, AERBEERIE R E(20~79 ) Mhity 5.366 12 N, FFEHISTRI, BEFRG S Sk 4k ek LTt
FI| 2045 441k R 7.832 12, HHECAE BN ERERR EE NEURZIMER, 24 144001, BERBEAS A
BRI AR AR, T =2 IS g B BT 512 I & Fh I R R I e, JLH R = M IR
i, SRR R AR TR I R B RR, S HAA R R R A R DT By &5 U [ 2] I PR
J7i (DK D) A2 i WL I 18 1 A L I R hE 2 — 3] TERE R &35 Hh DKD R AEZ 298 30%~40% [4]. BEAEHE IR
o R HCRE RGN, FEAERVEEEIN, PR 5 B2 1 A A B S . [ 2011 AR RISk C i
BANERE 48, OIS B TR0 R A [5]. ESETh, 7638 FEE R B B 2 S8 B B
44%, FEPHFIEA 38% [6]. HHT DKD FHHREARANH G, B R AE SNt ko, Bl M i A M e IR
VB B, R SRR B S A0 [7] [8]. DRI I aiob s 5 2 k10 PR B G T R ARl
HERARE VIR REFR LGS TR SR IG ARSI AR FC &, il PR B R B v S AR 4R
2. IeREF=
2.1. IEERFTIMEIS R

DKD 25 e bE R AT SRS L B R, 38 5 SRR AR o LASR i, 5 UPRIBLIAR Y 2 8 ROREAR,
PP PR R (3G 2 RS T RE R B L R BRI R AR AT 9], 48R 2 AU IR B R R, dEA R AR
8 B P AR % IL(eGFR < 60 mL/min/1.73 m? H. UACR < 300 mg/g) [10]. 2% 2021 45 rf K R B
BT TR R 7E BB R S HE R AR B 5 TS R R L R, B R AME— T iz W
DKD 1) JR A& ANEF L > 30 mg/g B8R A2 A HEMEZE > 30 mg/24 h, HEE > 2 kI8 30 mg (3~6
HW). 2) G5B/ kgL R <60 mi-min™(1.73 m) gt 3 M ALLE. 3) BT 4 DKD KIJH B AE
[11].

B G R R LA R RN AE G B3R R, — Sl s . A4, B/ INE RSG5
FHVEYIR EVDIZH R I PRI RBEIR T o B2 AK-1(TNFRL) [12] IR SR SEIH T o 32442 (TNFR2) [13]4
M B2 301 % (endostatin) [14]. B #4570 F-1(KIM-1) [15]% . {H&3E TR0 0 R B A2 k8, AWt
YGRS RPN A —, B RTER (A JRA eGFR 52 I AR 12 W/ Tl i f= 1) f  FH AR 0 B4
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2.2. ImRSEA

F 0 Il K _E 5 3 F 073 3919 Mogensen 23 3[16] (32 1)« 133, 11 IRR R IBR G, BE A%
B, R, PR L BE PR A e TR AT, WTE eGFR R AL RTEL UACR Tt ii £ 53 B 451455
Lz 5877 .
Table 1. Stage of diabetic kidney disease
= 1. HERRS B RmIIE R 5 1

431 I R I

MRS S350, TTCIRIRRIL, B NERIEIE AT, B IEARRE R, ANERAVNEIER, —

) HPEMEERAKRERAIZD) . NE MREEHA RSO 1)
3 HIFFEMEMBE R EAR, BARIEERIERE ST, AT SRR, B EL C LS
’ NERVUS B /NE B IR RIE S . AL 9855
AW RMIERER, RAEAHAE >200 mg/24 h, HEJR >500 mg/24 h, #45E3E 0]
139 ARPEM ST, GFR JF4G R R, ELML YL i 7F 1L % Ve PP 22 HE By /g M A A
HIL K-W S5, AN/ ER/D B ikoE WA AR 4
IV 34 HBLKREAK, BERGEEEREE
2 LRI FE 5

3. ERmERAE

SRR BREAS T A2 Wk PRS0 0 2 W TR [L7], (EARIF R WE PR B 12 W i) < bn vt eh T
PRI B 995 55 AR PRIV B BR YT e AN ], PR L LA RIS AL . 1) TIDM R R (<10 4F)BiR & 9
DR. 2) fhi%F/INERVES 3 (eGFR)IGE T Ff. 3) JR I HT G SEIN ol th I B ER B Al 4)im s R H A0
S (LM A BN AR S R AE), U BGEAT S R R . W R B BRI LA 2 [18].

Table 2. Pathological features of diabetic kidney disease

® 2. PEPRIR B TR IR

1] e

B ANERI PR AR S MR, I K-W &5, E
ANEZAE, P FLRIRIE R 8] 5 G IR

LA FRBARINSE R, REEXYR, HUEE 45 IREE
RO EEWLREEEYUIR, EATHI 19G WS /ANERBAMAEFE, AR /NE LR B RIE LR UTR

b ) BFNERIER . 2 e B P 48 5

4, &7

2023 “ERR CHEIRIREZE2ITAREY 8, M. 226 1S H 7 X B R% RO R, PAAE
T R T IREARZYDIETT) e b R0 B R T IR A [19]. B PRI B0 R va 7 U3 i b o 3, BT 2590ih
IT S5AE 251697 AL 2R 1 R & o
4.1. BRI

G KDIGO 2022 15 11 B AR5 45 FR 95 5 BRI R S B P8 7 [20]28 1. 1) DKD B N 217 & S e e 41 4k
HAY). B, KR, EE5NREYEANSISMNE S AR RE, mRSHIKILEY . THH®RIX
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BEATIN TR ER A . 2) 0.8 glkgld IE FIIRA R, X ARILESENTIRITH) DKD B#E 2 HoN &
¥, kT 0.8 glkg/d = FEUETERE T, EEEFRAR, BEEAEMCME XSG, mmmEaRReEs
SUEE /NER AT R ANE /NERDE IS G, 32 10 2R NEREEAL AN B /N TR B [21], O ELEE R DI REAS
WFHIEILT, A5 RKARMIERR T3 . 3) #1 DKD BH RN ERN <2 g/d (F4H <5g/d), PG
B Na A B T80 SR B 8 A HE S F R AR R [22] .

4.2. Z9YaTT

Bl B B2 AT B RO B AL IR A A, HT RS2 AR W B, Wl e sk B i A R E R, R
SEZERE PRI S R AR, 40 ARBJACEI K25y, B4 - B & B ILE I 2 (SGLT2)4MHI 725254
MRA 25¥p%%, [l rh EE 25748 DKD Fi5 A6 97 7 Tt B A A 24 K8 47 .

4.2.1. IEKIKRFELESHIHIF/ME KK RZH TR H(ARB/ACED)

B & - I BTk ER RGU(RAS) I B E0E — B A /& DKD IJERFE 2 —. BEARE AR, 7R Mp
i, PEPS RAS IEHBUFEAG, 1B I RAS m BEE0E, B LSUN Bk E 11 (Ang I)EUK, FECE ML
EWAR B NERAE BN IKEE 38 I BNAK SRS N, 5380 MRS S EEE (23] A RKER
FEAL A R 105 5 7K B S ARIE PR R AR AT B PR B R 2 ) . — T 210 AR Ok AT 1)
AT MEIR RIS S, SR & Pl 2 B2 L, I8 Sk Z-10 52K B I DLyb 4k A 2K 3
5 AR IXURSE BH SR B A, AT RICGE 2% 2 BB PR 51 RS ) gt e, I ELIX AR ORI 1 A b2 42 i i
JE 1 5 R [24]

422, PH-AEEREEER 2 (SGLT2)HHIFIARZH

MBI 50 R0 AR, R CHHE 2 35 DKD 18R % [25] [26]. SGLT2 &
ik LSRR ARG, AR S NS - ENER RS, RN NER S A e,
BN NERES R T, SECE/NERE IR . SGLT2 11 70 BH Wi it /N Fh i) SGLT2, P AEFIANAE
FRE/NE - BRI, REUE NN S, 9> N ER R A [27]. SGLT2 i A4
CYP4A 53] 20-HETE F=AE 055 2 BUBE RIS AY /N U I A i) S8 A0 2 [ 28] . SGLT2 il Ffilid i A2
BERR AR BN HIH] mTORCL, AEZEME PRI B JE [29]—TiAE 21 AN KT BN R SR E0 3R 3,
SGLT2 il 5] ATy P B s £ 3 B IR, 3 H DKD 8 £ 3 B R 1 AR /b i FE 5K [30]. % T+ DKD
##, 7% eGFR >20 mL/min/1.73 m*. UACR > 200 mg/g, i3] #24A{d ] SGLT2i SR iEZ218 11 15 ik 150
T AR 0 ML FAE[19]

423 BREFEHRZHERFIMRA)

Eh % R K % 4k (Mineralocorticoid Receptor, MR)id BEMGE, — 5 T2 S 3UE WE 4 5E F4T 4E1L IR 210
WO, R R AR R BRI A R, SR NERIE R BT 4EAL BN BRI AL 55— R A IR,
S5 DKD B KA R EMEA(E =8 BUE W) 5H—J71H, MR IEEHT5EORE, F
FOONUEESE, OERE . OB RO M S H[31]. Rk, FHET MR S £ T2DM 2%
CKD FE AN KB T AN Co i85 435 =5 ) B VR )7 40

3k 4% FI B (finerenone) A& 4= BR &7 AN 3R LR T8 97 DKD (1938 284 £ 44 8 R o 38 3% =2 il 3 77
(Mineralocorticoid Receptor Antagonists, MRA)ZEZ#)[32]. — i A 2.6 FEHIBENL. RUE . 22D HE
Z ORISR, BRI (17.8%) A B IE 4R XS (F =, eGFR MR RFLL R 2/ 40%, B8
BR AL T T 22 754H.(21.1%) (HR: 0.82, 95% Cl, 0.73~0.93, P = 0.001) [33]. —Ji 7352 44 DKD H¥ ()
X RIS UE B s A58 R Wi 2 A /0 368 1) R A 22.(1.99%) ¥ IS T 22 7711 (2.8%) (HR: 0.68, 95% Cl, 0.50~0.93,
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P =0.0162) [34] . & T B8 Al R FCUESE » AR ER AT 0 B AR B A28 MRA, 4% HL3% = 2B DKD
BRI MR I BEBGR M BARAS, AT 0 B B 0 S B, SEZ% DKD 3 JEE AW sl LA 2 #5252
2023 R CREPRER 2227 AR iE) W ARZAIRR GE P HER R FE B 2022 SF 0T, /R fE Ho At 24
WG R AN GBI TN, B S IR R 2 O i 8 F A [19].

424 HEH

HH AR PR 7] DKD B HIARASRAL Y “ B HIE 7, HIRER Y. 2K, 28], 2K, KRR
i, TOOBUE:, REEN, B2 0%, AN R AEEUT B RE[35]. 25T ERPHERE, 5 CEHE”
A DKD HEIT 4L “4MNE” RE.

P GEAE) (CREMHD FHARERMFECEARE R, axhaitis, W, fMNES, ATE
FERE T, WERRERM, PHERERSSEMR[36], PRI “AMEF” A 22 b B B o F T W PRV B 263 ) I R
J7o —IAAN 6 DTN Meta b5 R BoR, XA, &R E e R8> DKD B REH,
FEARIMIEHLUEHE . JRERBEMBEHANER C (P <0.05), 3% DKD ¥ B IhRE[37]. EENLIH, KLREH
RENS & 2 (X DKD Zh M ULEF . MR RE JREE, Wil H0H] P2XT7R 2B F1 NLRP3 S0 /MA RIS
AR SR A7 AR RIG e B /NERIG RN 2R R BT Y 22 55— SR A B 3R [38], ik e i i Y N
Rz g B AR <) AMPK/m TOR {5 St , S0 B /INVE 15 0 A0S /N L B 4R v 4R T2[39] . 4 3h
IR gt B, IEH AN R(4EA R A 0.072 +0.010 pg/g tissue; 4E2E 2 C: 2.33 + 0.04 pg/g tissue) Xt L bk
JRIGAH /IR (ZEAEZ A: 0.026 + 0.003 pg/g tissue; 4EAZ3K C: 1.97 + 0.03 pg/g tissue) 11'E AT 4EE R A FilgE
AR CHREEERIC, XRUIHEIRR /N RIE I TR ARIR S i B B R, A R E 1
SEARA(4EAE R A: 0.079 +0.004 pg/g tissue; 4EA 3 C: 2.34 +0.07 pg/g tissue) B IE A 445 A A1 C 198
FEW DD, R4 B B AT LR R R 5| A B /N b e 4 ol ot 28U A P A R BOIR ZS [40] 0 T I
IR B Sesenib s, T E I 2 rh PG R A A EIN 732 T 2022 4R K Chf R B iESs G 1297 18 1)
W R IR RN G oh i A& U B DR HERE 2555 0 (la 2¢), T IR 76 511 DKD [41].

5. REERE

ARSCEER T WEPRI BRI IR R I (S WihrdE, AR 55 SR T AR R T fE . AR, ALFE
ARB/ACEI 25254 4l - Hi & bEFEI2 8 1 2 (SGLT2)FNHIF . h Bz i I 2% 52 5 PRI (MRA)TE N IR 7 2
N DKD BFIRME T BRI T kR REZ/E DKD TR A1G T 7 TH B A AR 2 K8 . A5 Bl A o b
PRI ALHIVIR RN, R R TEH I ZPREIT T ZHMEAL,  Be it — D 5k 22 s 15 b PR I B
SLiNpEi
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