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DKD, diabetickidneydisease; DM, diabetes mellitus; e GFR, estimated glomerular filtration rate; ESRD, end-stage renal disease

1. Hussain$, etal. Clin Epidemiology Glob Health. 2021;9:2-6. 2. Wang JS, et al.J Diabetes Investig. 2021;12:2112-2123.
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AKI, acute kidney injury; DKD, diabetickidneydisease.
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CKD, chronic kidney disease; DKD, diabetickidney disease; DM, diabetes mellitus.

1. Galindo RJ, etal. Endocr Rev. 2020;41:756-774. 2. Ahmad |, etal. Clin JAm Soc Nephrol. 2019;14:844-853. 3. Moen MF, et al.Clin J Am Soc Nephrol.2009;4:1121-1127.
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CKD, chronic kidney disease; DKD, diabetickidney disease; HbAlc, glycated hemoglobin. 9
KDIGO Diabetes Work Group. Kidney Int. 2022;102(55):51-5127. TW.2023.38881.NEP.1 (v1.0)
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AGlI, o-glucosidase inhibitors; ASCVD, atherosclerotic cardiovascular disease; CKD, chronickidney disease; DPP-4i, dipeptidyl peptidase-4 inhibitor; DKD, diabetickidney disease; GLP-1 RA, glucagon-like peptide-1 receptor agonists; SGLT2i, sodium-glucose cotransporter 2
inhibitors; SU, sulfonylureas; TZD, thiazolidinediones. 10
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Non-atherosclerotic
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0.8 CVD events e.q. LVH, Incidence (first year) 7%
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haemorrhagic stroke
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Non-dialysis .
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Atherosclerotic CVD
events e.g. AMI,
ischaemic stroke, PAD

2-year survival probability
following CVD event

time

3

CKD = chronic kidney disease; GP = general population. Source: Turakhia et al. 2019, A
KDIGO CKD stages Reproduced with permission from Oxford University Press.
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CKD, chronic kidney disease; GFR, glomerular filtration rate; TGF-B, transforming growth factor beta. 13
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DM, diabetes mellitus; HbA1c, glycated hemoglobin; MNT, medical nutrition therapy.

ElSayed NA, et al. Diabetes Care. 2023;46(Suppl 1):S68-S96.
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DKD, diabetickidneydisease.
TW.2023.38881.NEP.1 (v1.0)

1. KDIGO Diabetes Work Group. Kidney Int. 2022;102(5S):S1-S127. 2. de Boer|H, et al. Diabetes Care. 2022;45:3075-3090.
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PR il 58 Y
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ADA, American Diabetes Association; CKD, chronic kidney disease; DKD, diabetic kidney disease; KDIGO, Kidney Disease: Improving Global Outcomes; KDOQI, Kidney Disease Outcomes Quality Initiative; LCPUFA, long-chain polyunsaturated fatty acid; NKF, National
Kidney Foundation.
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DKD, diabetickidneydisease; LCPUFA, long-chain polyunsaturated fatty acid; MUFA, monounsaturated fatty acid. 18
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DKD, diabetickidneydisease; HDL-C, high-density lipoprotein cholesterol; KDOQI, Kidney Disease Outcomes Quality Initiative; LCPUFA, long-chain polyunsaturated fatty acid; LDL-C, low-density lipoprotein cholesterol. 19

Ikizler TA, et al. Am JKidney Dis. 2020;76(3 Suppl 1):5S1-5107. TW.2023.38881.NEP.1 (v1.0)
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ADA, American Diabetes Association; DKD, diabetic kidneydisease; KDIGO, Kidney Disease: Improving Global Outcomes. 20

de Boer IH, etal. Diabetes Care.2022;45:3075-3090. TW.2023.38881.NEP.1 (v1.0)
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Recommended protein

intake (g/kg/day)
KDIGO 2023/2022

guidelines!-2

without diabetes i X %

CKD 3-5 not on dialysis ARZEHT 0.81
with diabetes 5 R &
without diabetes f&fE FR 5%

CKD 5D MHD or PD & 1.0-1.22

with diabetes E 1E R %

5D=stage 5 on dialysis; CKD=chronic kidney disease; KDIGO=Kidney Disease: Improving Global Outcomes; KDOQI=Kidney Disease Outcomes Quality Initiative; KRT=kidney replacement therapy;

MHD=maintenance hemodialysis; PD=peritoneal dialysis.

1. KDIGO 2023 Clinical Practice Guideline For The Evaluation And Management Of Chronic Kidney Disease.
2. Kidney Disease: Improving Global Outcomes (KDIGO) Diabetes Work Group. Kidney Int. 2022;102(55):51-5127.

3. lkizler TA, et al. Am J Kidney Dis.2020;76(3 Suppl 1):51-S107.
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CRP, C-reactive protein; DM, diabetes mellitus; Gl, glycemicindex; HbAlc, glycated hemoglobin; LDL-C, low-density lipoprotein cholesterol.
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1. PenlioglouT, et al. Nutrition. 2021;89:111234. 2. Diabetes Canada Clinical Practice Guidelines Expert Committee. Can J Diabetes. 2018;42 Suppl 1:564-579. 3. Ojo O, et al. Nutrients.2018;10:373.
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ADA, American Diabetes Association; DKD, diabetic kidneydisease; KDIGO, Kidney Disease: Improving Global Outcomes; KDOQI, Kidney Disease Outcomes Quality Initiative; NKF, National Kidney Foundation.

1 EIS ed NA, et al. Diabetes Care. 2023;46(Suppl 1):5191-202-96. 2. KDIGO Diabetes Work Group. Kldneylnt 2022;102(55):51-5127. 3. Ikizler TA, et al. Am J Kidney Dis. 2020;76(3 Suppl 1):51-5107. 4.2019 & & iEFR % B30 i iRl PR IBRE 155 | - ttEAA D
¥R B - 2019.03 H1AR. 5. FDA. Sodiumin your diet. June 2021. 6. &£ /BRI S EIR 2 S - (2B 0N e JE Bt ) B8 505 - 2017.08
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DKD, diabetickidneydisease.
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‘ , CKD, DKD HNE R B R

R AL S S ENE EEE

pv IEIEYMEEERRIRS N\ e e
50% = 44 (8 ERFIAGAR B RV EE A ~
i e 58 B/ RiE
CKD ZAH50% sEMENERES Yy E m

oo REFIEESERIERIRR - RIBRIE 50% B SHE . O - 2B
/ BN ER G RE GRS \

ADA, American Diabetes Association; CKD, chronic kidney disease; DKD, diabetic kidney disease; DM, diabetes mellitus; KDIGO, Kidney Disease: Improving Global Outcomes; KDOQI, Kidney Disease Outcomes Quality Initiative; NKF, National Kidney Foundation.
1. EISayed NA, et al. Diabetes Care. 2023;46(5u;£| 1):5191-202-96. 2. KDIGO Diabetes Work Group. Kidney Int. 2022,102(55):51-5127. 3. Ikizler TA, et al. Am J Kidney Dis. 2020;76(3 Suppl 1):51-5107. 4.2019 £ #2PR 778 B 2o sl PR ORGE 15 5| - T EDAA R ERBEIER RS

2019.03 AR 5. (L EE AT E KB ERRE 2022 55 2 BUiEFRIR ER PROBFEISS| - 2022.04. 6. MENEAB WA AEEE - B U BHR PR IAEEHFM - Available on https://www tckdf.org.tw/Main/GuideIn/4/1031/32/1?catid=& page=1. Accessed in March2023. 25
7. National Kidney Foundation. How Much Plant-Based Protein Can You Eat Based on Your Stage of Kidney Disease? Available onhttps://www.kidney.org/atoz/content/-how-much-plant-based-protein-can-you-eat-based-your-stage-kidney-disease. Accessed in May2023.
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DKD, diabetickidneydisease; GFR, glomerularfiltration rate.
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1.Li Q, et al.Diabetes Ther. 2021;12(1):21-36. 2. D’Alessandro C, etal. BMC Nephrology. 2015;16:9. TW.2023.38881.NEP.1 (v1.0)
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CKD, chronic kidney disease; DKD, diabetickidney disease; DM, diabetes mellitus; KDOQI, Kidney Disease Outcomes Quality Initiative. 27
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ADA, American Diabetes Association; DKD, diabetic kidneydisease; DKD, diabetic kidney disease; DM, diabetes mellitus; KDIGO, Kidney Disease: Improving Global Outcomes.
1. de Boer IH, et al. Diabetes Care. 2022;45:3075-3090. 2. 2019 & &1 FRfm B Wi fm le R B3 &S 5| - HEDAA P ERBEIMERBEZESE - 2019.03 HAR. 3. Su G, et al. Clin Kidney J. 2021 Sep 14;15(2):213-25. 4. Batista RAB, etal. ) Hum Nutr Diet. 2021;34(4):736-46. 28
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DKD, diabetickidneydisease; Gl, glycemicindex.
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1. Goldstein-Fuchs J, Kalantar-Zadeh K. Diabetes Spectr. 2015;28(3):181-186. 2. Diabetes Canada Clinical Practice Guidelines Expert Committee. CanJ Diabetes. 2018;42 Suppl 1:564-579. TW.2023.38881.NEP.1 (v1.0)
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DKD, diabetickidneydisease; ONS, oral nutritional supplement.

30
TW.2023.38881.NEP.1 (v1.0)



=BfEE R ckD fFE

AR ER CKD RERKAESHIMELEESMINEE ME -

.H.
Ol
Int
O]
Iy
T
i
S
e

HEHHNESESENENAE!L
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