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[ Abstract ] Objective To evaluate the changes in estimated glomerular filtration rate
(eGFR), urinary albumin-to-creatinine ratio (UACR) and serum potassium levels in patients with

diabetic kidney disease (DKD) treated with finerenone based on real-world data, to identify
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baseline influencing factors for albuminuria response and serum potassium elevation, and to provide evidence
for individualized medication and monitoring in DKD management. Methods DKD patients who initiated
finerenone treatment at Shandong Provincial Hospital Affiliated to Shandong First Medical University from May
2023 to January 2025 were collected. Patients were followed up for 12 months with the date of first prescription
as the baseline. Baseline characteristics, concomitant medications, and longitudinal data of eGFR, UACR and
serum potassium were collected. Linear mixed-effects models were applied to analyze the trajectories of the
indicators. Antialbuminuric response was defined as a >30% reduction in UACR from baseline, and A cumulative
Stratification aualysis regarding the risk of hyperkalemia was performed. Results A total of 389 patients were
included. After adjusting for confounders, eGFR showed a mild decline (8=-0.166, P=0.046), with an estimated
cumulative decrease of approximately 1.99 mL-min™-1.73 m” over 12 months. In(UACR) decreased significantly
(8=-0.070, P<0.001), corresponding to a mean monthly reduction of 6.76% in UACR. The response rates at 3, 6
and 12 months were 65.4%, 72.1% and 73.5%, respectively. Patients with stage A3 albuminuria had a more
remarkable UACR reduction, while those with concomitant hyperuricemia presented weaker early antiproteinuric
response. Serum potassium remained generally stable during treatment, with a hyperkalemia incidence of 2.57%.
Baseline eGFR of 25 to <60 mLmin '-1.73 m?, stage A3 albuminuria, hyperuricemia, diabetic retinopathy and
advanced age were all associated with elevated serum potassium levels. Exploratory risk stratification showed that
the incidence of hyperkalemia was 0.3% in patients with 0-1 risk factors and 12.0% in those with >2 risk factors.
Conclusion Twelve-month finerenone treatment is associated with sustained albuminuria reduction, mild eGFR
decline and an overall manageable potassium-related safety profile. Stratification based on baseline risk factors

helps identify populations requiring intensified serum potassium monitoring.

[ Keywords] Finerenone; Diabetic kidney disease; Real-world study; Linear mixed model; Urinary

albumin-to-creatinine ratio; Risk stratification
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#&1 DKD BEELEH [n (%) ]
Table 1. Baseline characteristics of patients with
diabetic kidney disease [n (%) ]

FHIE BI%C (n=389)
ik 250 (64.3)
R () " 55.0 (44.0, 64.0)

HHbImLE A (%)
JHZGHTuMALB: uCREA (mg-g™') *
FIZTTeGFR (mL-min™'+1.73 m?)
JHZGTTCr (pmol -1L71) -~

7.2 (6.6, 8.4)
169.5 (63.3, 406.2)
102.1 (83.0, 117.3)
68.40 (54.40, 84.20)

FZGRTI AR (mmol -L7) *# 43+0.4
eGFR G1-G2 353 (90.8)
eGFR G3-G4 36 (9.2)
UACR A1-A2 270 (69.5)
UACR A3 119 (30.5)
B IE
[S1lINES 229 (58.9)
LEAD 82 (21.1)
DPN 58 (14.9)
DR 64 (16.5)
NNKERZR TS 87 (22.4)
G 5 34 (8.7)
T I AE 258 (66.3)
1= PRI Il AE 90 (23.1)
PR AR 5 74 (19.0)
AERE 67 (17.2)
HIFHIZ
RAASI 175 (45.0)
SGLT-2i 269 (69.2)
GLP-1RA 156 (40.1)
HABFI PR 254 26 (6.7)
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C

#2 eGFRIEBEIEXMEE
Table 2. Fixed—effects estimate for eGFR

At B (95%CI) P

AR 142.754 (131.273, 154.236) <0.001
B () -0.166 (-0.329, -0.003) 0.046
A FF 10 mg 1.283 (-3.314, 5.879) 0.583
AR5 10 mg T [A] -0.148 (-0.640, 0.344) 0.553
LR G3-G4 1) -39.809 (-45.509, -34.110) <0.001
ARy (RN 1 4) -0.822 (-0.967, -0.676) <0.001
SGLT-2i 3.301 (0.084, 6.685) 0.046
RAASI 1.438 (-2.420, 5.297) 0.464
1R PRI IMAE -4.062 (-7.851, -0.273) 0.036
FR AR S -4316 (-8.354, -0.279) 0.036
HZE A3 -6.868 (-10.392, -3.345) <0.001

E: N ESEA20 mg AAKE ER . BEA B RAS @A ZH, ATAEEENEHIEAFTHRFRERLRG 0T G F R, G3-CG4. 25<
eGFR<60 mL+min~'+1.73 m2; A3. UACR>300 mg-g'. CL 15K ]; eGFR. 4% 5B D skigid & RAASL K- h i Bk -5 B 8 4 % dm 5 75

SGLT2i. £h— 7] &) ¥t #5352 & 2 49 h) ) ;

ot Y [

"E

&

Toosh -

s T ™o d e

£ 90| l NL----7 | T e

2 el e O £ 5

S 7 - Gk

~ —#- 10 mg#

- - &

& 80 20 mg#

@ 75l 1 1 1

] 1 3 6 12

X BT CHD
Number at risk
JSEIN 348 299 283 252 180
10 mg#il 50 41 33 24 19
20 mg4l 298 258 250 228 161

1 AEFIEHEE eGFREM MBI R 95% BI5XE
Figure 1. eGFR change trajectory and 95% confidence
intervals by dose group
E: ZEBIHET N EFASELE, HHARYMAA B L
5 eGFRAE AP 1, &R BARICE T A MG SN A, 2 ELK
H9S%UCL; B & A He AR L nt i 4F R (B=-0.166) FF¥A0 A
BRI MEAARELH G MELRE, AT TALFHENT @,
Number at risk # 47 — % & X T )5 & 4 7 B S48 5 35 47 09 3F B k9L

M, LMM E0 4034 P A T 343 69 & 5L 3095

https://ywlxbx.whuznhmedj.com/

o - e IR L
t &+ 8

-+ 10 mg#

N K, 20 mg#H
R R
Zsp C T

o 751 N 1 —3
50 [TTe-- ‘} _____ l
o5 b T e 4
1 1 1 1 ]
0 1 3 6 12
I
Number at risk HEVTINTAL (1)
Js¥Ls 383 351 321 279 206
10 mg4l 50 49 40 32 24
20 mg4l 333 302 281 247 182

2 FEFIEHESE UACRELEHE TR 95% B X(H
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intervals by dose group
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(208/318). 72.1% (199/276) F173.5% (150/204).
AR AR E 120 A A% E THE A3
F (86.2% vs. 67.6%, P=0.009); & & IRER I
ik B 3 A 6 H B ZAR T TG v DRI I A
B (51.4% vs. 69.4%, P=0.008; 61.2% vs.
75.6%, P=0.033), &7 5 JRER I 5E 7T g -5 51
UACRIBYT I B AERHDC
2.5 MFHHIT. S8 MiERXKSSE

MR T PRE B, MG E K EAERE U
Ar6 ™ H 2 ETHE B, 639 H 2 FEaREE
TR, EAREVIE RS S 120 H 2 A
e, ZF¥EsitaE L (¥P>0.05), B
[ L3 B KT AR AE o

fERINE T s, HELEIIREAR4E (eGFR
<60 mLemin~'+1.73 m~2) J2& L 3E £ T =5 19 B it ok

Chin J Pharmacoepidemiol, Jul. 2026, Vol. 35, No.7

STAERE R (B=0.194, P<0.001); IAh, FELK
% AR (UACR>300 mg-g”', B=0.073, P=
0.003) . HIFmE R IMAE (8=0.079, P=0.003) .
AJFDR (8=0.078, P=0.010) . 4E&EHE N1 %
(B=0.002, P=0.033), ¥J5 I3 H K2 IE
HXHZEFAGIERE X (£4),

FIR RN 7T, 10 mg ZEF 57 5 20 1M v APk
TR EEHT20mg4l (8=0.099, P=0.003), B
SGLT-2i 5 AR I # K PG, H2E R T4
¥ X (B=-0.003, P=0.914) (#4), BHFIM
THEPAEXT AR fb a3 LA 3,

PE—20 DA @ A A (I #7>5.5 mmol <L)
VE R 53 KRB R AT R R AR A3 HT . 2 BAA e
S R 106 (2.57%) . TEZ K Logistic Al HT,
R A3 HEAIR [OR=5.85, 95%CI (1.11,

%3 In (UACR) #EEHEEMMNEE
Table 3. Fixed—effects estimate for the In (UACR) model

At B (95%C1) P

i 3.985 (3.328, 4.643) <0.001
mfE () -0.070 (-0.081, -0.060) <0.001
AR 10 mg -0.470 (-0.731, -0.208) <0.001
AR 10 mg' I 1] -0.026 (-0.056, 0.004) 0.084
LR A3 1] 1.911 (1.709, 2.112) <0.001
HLL G3-G4 0.707 (0.380, 1.034) <0.001
DR 0.630 (0.373, 0.888) <0.001
f IR AR -0.235 (-0.425, —0.045) 0.015
JEL e 0.314 (0.012, 0.616) 0.042

E: N ESMEA20mg A RAE  BILA B R e R, RTAREEEXERIGHRT KT R LA R Hw G @ KD, G3-G4. 25<eGFR
<60 mL-min"'-1.73 m?; A3. UACR>300 mg-g™', CL 45X 8; UACR. k& & /WU A; DR. 4B RBALM LR %,
F4 MFEFERNEERNEE

Table 4. Fixed—effects estimate for the serum potassium model

Ap B (95%C1) P

el 4.083 (3.522, 4.644) <0.001
[HiA=0] -0.044 (-0.127, 0.038) 0.293
(A fE)=1] 0.051 (-0.033, 0.134) 0.237
[HtiA=3] 0.054 (-0.030, 0.138) 0.209
EE 0.067 (-0.019, 0.153) 0.127
[AE]=9] 0.000 (-0.095, 0.094) 0.993
HLR G3-G4 0.194 (0.120, 0.268) <0.001
L A3 0.073 (0.024, 0.122) 0.003
SGLT-2i -0.003 (-0.050, 0.044) 0.914
AEFEFIE 10 mg 0.099 (0.034, 0.165) 0.003
AR (RN ) 0.002 (0.000, 0.004) 0.033
DR 0.078 (0.019, 0.138) 0.010
i PRI IMAE 0.079 (0.028, 0.131) 0.003
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Table 5. Logistic regression analysis of risk factors for hyperkalemia
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Table 7. Evaluation of model goodness—of—fit
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In (UACR) #i#l 5413.580 5424253 0.526 0.834

TR AR 12759 1286.2 0.051 0.368

E: R B AR AR R S Ao R?: B R+ REAURL R ARAE T SR L

FEN; BIC. Wb A2 20

https://ywlxbx.whuznhmedj.com/

eGFR. A& B akigid 5 UACR. R & & G/ILEFILAE; AIC. Rtz B



754

SIRTA TP 45 3R AT 5
2.7 BIRMESH

RVEM F o pr s Ak, ST oe
s SR 3 A, A8 eGFR 423 5 /4~ B[] 5
P 58534 108 ] . UACR 4350 5 A A ] o5 5045 5¢
FEF6T B MLVE R AT 6 B[R] SR R
454, 5RER, In (UACR) BiRsHa] T [ 5
5 FE 0N —280, BRSO A EA G FE X
(B=-0.061, P<0.001); eGFR [ a] 284k 5 [ 7R
HEa—%, R RESITFEEENE (8=
-0.085, P=0.485); I FALA bR FE A KPR
F 1240 H BT 85, HARamS 5 1240 A
MR LRI %FE L., LR RER,
UACR 722 B FlIL 3 BB AR R 8 I 4510 5 Fa
fdt, 17 eGFR 45 JR) 40 1127 5 2 M X RS dk FTRS:
55 e T URK

3 it

ABGEEE T H G A R B, ik
T DKD & Bkl HAE R RS 12 > AW
eGFR. UACR S # AR LRRIE, I — D4R
F R R 2B I v B XU Y R R A, Ak
F, AFIHERRIERIG T )G UACR R4 T R
eGFR BB AR X 2% | M8 SR mT 45, (HY7 &0f
LML R S T
3.1 EXtRAAEXREIERES X

Ao s, S F RS FIER DL 10 mg
N E W, ZHREMEFE IR
20 mg HARFIEE, JETHR150) A SR A =2
AL, X —Z5 R, RS AT,
A AR BA B AF R I 324 SR, &
B A AT R R U A L B I 2 Y A DL
PR, 5 B O A TS R O R N B A
57 IR

A BN T 45.0% B 25 B RAASI, 69.2%
B¢ H SGLT-2i, 40.1% 15 H GLP-1RA, JZ B 3 80
A DKD i R4S P 2L M BR— Fpl sl o — B I LR 3R
Wi Iz ) Z2 38 B 25 A T 10 ™. RAASI #2h DKD 3
RGBT Z —, (HFEAHFFE R BEREAY HhoR i
7~ eGFR . UACR ST FRA 7 45 Jy YA 57 SE 1
SEORHE, FIRES S AR TR RIE A
— . AENIEZE S A SRR R BRI 5, iR E R
FEA Bl HTBE M B — 2B HIE

Chin J Pharmacoepidemiol, Jul. 2026, Vol. 35, No.7

3.2 eGFREUACRZTH R ANERRM

FE ' DI RE T, AR 5T UL A B0IE 97 10 1E]
eGFR TR B g%, HF 0 n BEAF 7652 4 103
SN B, B TR %Ak S
FIDELIO-DKD . FIGARO-DKD % i L %} & #F 5%
A FEAR—F Y, B FARNE ST = Rl R
ZRAEAREA TR IR, L A E R . 7
AR AIRIT I R T, AR SR
B DIRE T REPLE ARG, (HASRE EHE ™A% R R
HEWT

FE AR PR eGSR A3 FIER A] i UACR
AT 6.76%, HEFEA®EAIRIERTESRE,
120 7 Bt A [E) JC 7 25 a1 11 2 1 R A e
FEAIG 5 DKD HF J XU T & B A o6 P it —2
ST, ASHAIFER IR 12 N RTE
1, PR LR VAR 1 PR O far 5 T R P
R& B8R PR AR 25 B B B N TRE s A, R PRI I
iE 555 L UACR RV 2 RIS = il 8 AU A G
PERZACI R I ] BE R B RN R S . £F 4k
ol B /N ] RS .

AN, AT ST K B SCLT-2i 5 8 & i1y
eGFR KPS ARG, SCRFEZS AR 5 SGLT-2i Bk
FHPREE AECR G E A 2, o n AR 2RI ) B
SR £ AT i A T 2 A 0 B AR R R
Z
3.3 MmEzmTThESRRE

o A IR 2 BR 7 MRA 28 25 4 17 i %) 3 2 i
g AR BN, AESRIEEIG YT ] I A
FERT 6 HRE LT, R, IRKeE X
F1A) o L AR R A %R 2.57 % IR T v 4 G
R Z AL 45 eGFR G3-G4 1. A3 IR . SR
FRIMAE . A9 DR BAF M T8

AW 5T HE — 25 SR F 0O I AL 2k KU &R
(eGFR G3-G4 . A3HWIFIERHIR . = IRIRILLE |
DR) A4 BRI A3)Z . 0~1 T XUES PR 25 3 i
MAE & RN 0.3%, =2WETFHE 12.0%, HiL,
e A P O~ 1 150 JXURS: PR 28 35 R AFDGHIG fs A,
VLB AR AR LR . B AP >2
THORRS: PR 2R 5 W AE S SRS A% AR A D RE,
P AALZERTHER 28, A 2 Je 5% 52 e ) it 450
eGFR, FFEH M T .

3.4 WMRMESERRME
SN RFIE A L, AR R T IR E A

https://ywlxbx.whuznhmedj.com/



HYRITIREZ % 2026 £ 7 HE 3555 78

S G 2R A RS . DA R 2T SR
IR, IR PG B A R R T
PR SR, BA —EIRREMESENE, (AR
WFFEAAETE S R o 2B —, R R B el s
WHoE, FEAMERMIEAR; B, sk REHHESR
FUTR AT X BRZH, RIS s 28 =, BTy
BFEA 120 1, F 24570 eGFR . UACR Al
THEERARIR R, RN T 0 . B MAET-5
ZES RN S0, E PR IACAE (Y 10 6], Logistic [A]
IFFELE R LA A AR e AU, BRI 432
ORISRk S R A5
B I VA A I R A T A 3 R R 2
JE B PR R AR, R REIEAT Cox A AL B 25
B[R] AR AP R AT s SRS, AR e A A 1 [H
HL P T L SRR 2 RN E 00T L, &
SR LMM A 7E MAR i % T 4b BEES Z- Sl Bodl , (0
A0 £ TR 24 N Ak Ty s 56 Al ey AT M o 4 ok A . 5
I\, FLSC ORISR T AR A e 1 B e AR
F. ORISR . PO SR 5 fay 42 ] 45 4 e
75 3 TP AR e 5 i 2 5 i) G S SR UE 40 o
i L, RSN AR 2 o B s S
3 S e € ) v o N g et Rt R a2
W

2R LR, AR5 TR E DKD B3 a0
T &, AERRIEAYT IS 120 H 558
UACR FF& . AHXF 2219 e GFR A LB K i A ]
P00 M B AR AR AE G . AE R AR T R L
10 mg &2 hh . BBV E £ 20 mg. BEA OB AR
PRI EALMAR I 2. eGFR G3-
GAMA. AZHIFHIER PR . (R PRR IMLAE AT DR 4 A% ]
BAER S ER XS 2 RN E 5 O~ 1 RS R Ry
AR A TR, =2 T RS PR 28 38 B 23 4 Wi
VEUE A o AW Z ORISR T A AR EE
i, (AR 20 milErE . BA XTI HA R
i (B — G SR I S e — 2 50 IE .

55 i 5275 BR < A A TS AT AEAT AT 2 5F
s AR 2B £ R

Sk

1 Kovesdy CP. Epidemiology of chronic kidney disease: an update
2022[J]. Kidney Int Suppl, 2022, 12(1): 7-11. DOI: 10.1016/j.
kisu.2021.11.003.

https://ywlxbx.whuznhmedj.com/

10

12

13

14

15

16

755

Wang L, Xu X, Zhang M, et al. Prevalence of chronic kidney
disease in China: results from the sixth China chronic disease
and risk factor surveillance[J]. JAMA Intern Med, 2023, 183(4):
298-310. DOL: 10.1001/jamainternmed.2022.6817.

Neuen BL, Bello AK, Levin A, et al. National health policies and
strategies for addressing chronic kidney disease: data from the
International Society of Nephrology Global Kidney Health Atlas[J].
PLOS Glob Public Health, 2023, 3(1): €0001467. DOL: 10.1371/
journal.pgph.0001467.

Lewis EJ, Hunsicker LG, Bain RP, et al. The effect of angiotensin—
converting—enzyme inhibition on diabetic nephropathy[J]. N Engl J
Med, 1993, 329(20): 1456—1462. DOI: 10.1056/NEJM19931111329
2004.

Brenner BM, Cooper ME, de Zeeuw D, et al. Effects of losartan
on renal and cardiovascular outcomes in patients with type 2
diabetes and nephropathy[J]. N Engl ] Med, 2001, 345(12): 861—
869. DOI: 10.1056/NEJMoaO11161.

Perkovic V, Jardine MJ, Neal B, et al. Canagliflozin and renal
outcomes in type 2 diabetes and nephropathy[J]. N Engl J Med,
2019, 380(24): 2295-2306. DOI: 10.1056/NEJMoal811744.
Naaman SC, Bakris GL. Diabetic nephropathy: update on pillars
of therapy slowing progression[J]. Diabetes Care, 2023, 46(9):
1574-1586. DOI: 10.2337/dci23-0030.

Agarwal R, Kolkhof P, Bakris G, et al. Steroidal and non—
steroidal mineralocorticoid receptor antagonists in cardiorenal
medicine[J]. Eur Heart J, 2021, 42(2): 152-161. DOI: 10.1093/
eurheartj/ehaa736.

Funder JW. Aldosterone and mineralocorticoid receptors:
physiology and pathophysiology[J]. Int J Mol Sci, 2017, 18(5):
1032. DOI: 10.3390/ijms 18051032.

Kintscher U, Bakris GL, Kolkhof P. Novel non-—steroidal
mineralocorticoid receptor antagonists in cardiorenal disease[J].
Br J Pharmacol, 2022, 179(14): 3220-3234. DOIL: 10.1111/
bph.15747.

Patel V, Joharapurkar A, Jain M. Role of mineralocorticoid
receptor antagonists in kidney diseases[J]. Drug Dev Res, 2021,
82(3): 341-363. DOI: 10.1002/ddr.21760.

Bakris GL, Agarwal R, Anker SD, et al. Effect of finerenone on
chronic kidney disease outcomes in type 2 diabetes[J]. N Engl ]
Med, 2020, 383(23): 2219-2229. DOI: 10.1056/NEJMo0a2025845.
Pitt B, Filippatos G, Agarwal R, et al. Cardiovascular events with
finerenone in kidney disease and type 2 diabetes[J]. N Engl J
Med, 2021, 385(24): 2252-2263. DOI: 10.1056/NEJMoa2110956.
Agarwal R, Filippatos G, Pitt B, et al. Cardiovascular and kidney
outcomes with finerenone in patients with type 2 diabetes and
chronic kidney disease: the FIDELITY pooled analysis[J]. Eur
Heart J, 2022, 43(6): 474-484. DOI: 10.1093/eurheartj/ehab777.
Kidney Disease: Improving Global Outcomes (KDIGO) CKD Work
Group. KDIGO 2024 clinical practice guideline for the evaluation
and management of chronic kidney disease[J]. Kidney Int, 2024,
105(4S): S117-S314. DOI: 10.1016/j.kint.2023.10.018.
McDonagh TA, Metra M, Adamo M, et al. 2023 focused update of


https://pubmed.ncbi.nlm.nih.gov/38490803/
https://pubmed.ncbi.nlm.nih.gov/33099609/
https://pubmed.ncbi.nlm.nih.gov/28492512/
https://pubmed.ncbi.nlm.nih.gov/34811750/
https://pubmed.ncbi.nlm.nih.gov/33179798/
https://pubmed.ncbi.nlm.nih.gov/35529086/
https://pubmed.ncbi.nlm.nih.gov/36804760/
https://pubmed.ncbi.nlm.nih.gov/36963092/
https://pubmed.ncbi.nlm.nih.gov/8413456/
https://pubmed.ncbi.nlm.nih.gov/11565518/
https://pubmed.ncbi.nlm.nih.gov/30990260/
https://pubmed.ncbi.nlm.nih.gov/37625003/
https://pubmed.ncbi.nlm.nih.gov/33264825/
https://pubmed.ncbi.nlm.nih.gov/34449181/
https://pubmed.ncbi.nlm.nih.gov/35023547/

17

19

20

21

756

the 2021 ESC guidelines for the diagnosis and treatment of acute
and chronic heart failure[J]. Eur Heart J, 2023, 44(37): 3627—-
3639. DOI: 10.1093/eurheartj/ehad 195.

AR B 2 2o PRI 2732 . TP DM PRI B MR BV 45 7 (2024
AERR)[J]. Fh 46 B FR 9 4% 7, 2024, 16(6): 401-420. [Chinese
Diabetes Society. Chinese guideline for the prevention and
treatment of diabetic kidney disease (2024 Edition)[J]. Chinese
Journal of Diabetes, 2024, 16(6): 401-420.] DOI: 10.3760/cma.j.
enl15791-20241203-00705.

American Diabetes Association Professional Practice Committee.11.
Chronic kidney disease and risk management: standards of care in
diabetes—2025[J]. Diabetes Care, 2025, 48(Suppl 1): S239-S251.
DOI: 10.2337/de25-S011.

Filippatos G, Bakris GL, Pitt B, et al. Hyperkalemia risk with
finerenone: results from the FIDELIO-DKD trial[J]. J] Am Soc
Nephrol, 2022, 33(1): 225-237. DOI: 10.1681/ASN.2021070942.
Neuen BL, Heerspink HJL, Vart P, et al. Estimated lifetime
cardiovascular, kidney, and mortality benefits of combination
treatment with SGLT2 inhibitors, GLP-1 receptor agonists, and
nonsteroidal MRA compared with conventional care in patients with
type 2 diabetes and albuminuria[J]. Circulation, 2024, 149(6): 450—
462. DOL: 10.1161/CIRCULATIONAHA.123.067584.

Coresh J, Heerspink HJL, Sang Y, et al. Change in albuminuria
and subsequent risk of end-stage kidney disease: an individual

participant-level consortium meta—analysis of observational

22

23

24

25

Chin J Pharmacoepidemiol, Jul. 2026, Vol. 35, No.7

studies[J]. Lancet Diabetes Endocrinol, 2019, 7(2): 115-127.
DOI: 10.1016/32213-8587(18)30313-9.

Green JB, Mottl AK, Bakris GL, et al. Design of the Combination
effect of finerenone and empagliflozin in participants with
chronic kidney disease and type 2 diabetes using a UACR
Endpoint study (CONFIDENCE) [J]. Nephrol Dial Transplant,
2023, 38(4): 894-903. DOI: 10.1093/ndt/gfac198.

Neuen BL, Oshima M, Agarwal R, et al. Sodium-glucose
cotransporter 2 inhibitors and risk of hyperkalemia in people with
type 2 diabetes: a meta—analysis of individual participant data
from randomized, controlled trials[J]. Circulation, 2022, 145(19):
1460-1470. DOI: 10.1161/CIRCULATIONAHA.121.057736.
Terker AS, Ellison DH. Renal mineralocorticoid receptor and
electrolyte homeostasis[J]. Am J Physiol Regul Integr Comp Physiol,
2015, 309(9): R1068—R1070. DOL: 10.1152/ajpregu.00135.2015.
FRAEF, By, XNALPT, 45 . KU I VA e L I U
eh s R I (D). 25 TRAT R A A, 2026, 35(4): 451-461.
[Guo ML, Chai KY, Liu YZ, et al. Advances in the application of
data mining methods in real-world studies[J]. Chinese Journal of
Pharmacoepidemiology, 2026, 35(4): 451-461.] DOI: 10.12173/j.
issn.1005-0698.202511032.

Wk H L. 2026 4F 04 H 03 H f&[RTHB]: 2026 4205 A 22 H
AR 2R MRS

https://ywlxbx.whuznhmedj.com/


https://pubmed.ncbi.nlm.nih.gov/37622666/
https://pubmed.ncbi.nlm.nih.gov/30635225/
https://pubmed.ncbi.nlm.nih.gov/39651975/
https://pubmed.ncbi.nlm.nih.gov/34732509/
https://pubmed.ncbi.nlm.nih.gov/37952217/
https://pubmed.ncbi.nlm.nih.gov/35394821/
https://pubmed.ncbi.nlm.nih.gov/26136532/
https://d.wanfangdata.com.cn/periodical/CihQZXJpb2RpY2FsQ0hJU29scjkyMDI2MDYxMDIwMjYwNjEwMTYxMjM4EhF5d2x4Ynh6ejIwMjYwNDAxMBoIN2piYWg5eTg%3D
https://rs.yiigle.com/cmaid/1525739
https://pubmed.ncbi.nlm.nih.gov/35700142/

