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Abstract

Cardiovascular-Kidney-Metabolic Syndrome (CKM) is a multisystem disorder characterized by the
coexistence of cardiovascular disease, renal dysfunction, and metabolic dysregulation. Its patho-
genesis is closely associated with insulin resistance, oxidative stress, chronic inflammation, and
vascular endothelial dysfunction. The pathophysiological interplay among these components exac-
erbates target organ damage, underscoring the critical need to identify high-risk populations early
and implement integrated interventions. This article analyzes CKM’s clinical features and molecu-
lar biomarkers—including microalbuminuria, glycated hemoglobin (HbA1c), and C-reactive pro-
tein (CRP), and proposes an individualized risk assessment model based on multi-omics technolo-
gies. Furthermore, it explores comprehensive therapeutic strategies that combine glycemic control,
blood pressure regulation, lipid management, and enhancement of renal perfusion. Through life-
style modifications, pharmacological optimization, and the application of novel biologics, these ap-
proaches aim to delay disease progression and reduce all-cause mortality, thereby facilitating a par-
adigm shift in CKM management from “fragmented, reactive treatment” to “integrated, proactive
prevention and care”.
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1. Hl

il

O - B - A 2551k (cardiovascular-kidney-metabolic syndrome, CKM) /23 4 3K B2 5 LR Hi 38T
GRS, B R R 4 A 1 (metabolic syndrome, MS). 0r Il 7<% (cardiovascular disease, CVD) A1
45 IEi (chronic kidney disease, CKD) =% [ 52 4% (P HEAE BEIN 45 o 1X — LR A AE H4 HE R T8 I PR i B 1)
R 2] 68%I) CKD & & IO Bom, ARE =% B CVD KAEFREIEE AJHaE 2~3 fif,
=F IR RAER Y EAAESL R BUm I B . HAZ O BEALIR P E 39 22 15 B 2= A0 5 R AR 25 7L,
I FA N 18V RAEA N R D RERE RS SR, SRR BN E R & e B 2 AR E HI[1].

R4 27 R TR I PR PR AR Al ) RS PT Re AL R E R, v B H vf T B g R B 2 UK
PR . DRI CKM 8 R 35 RABAL G SR 28 B AR M2y X, Bk e AR % . I Ry A IR R
MG EEA R @R THELREPRET S, S5 MENERSZE, SRREERNFKZ RaDEem
F, R APRIRARE B FH AR A A o
2. CKM FiTiRFE R 5T HA

FKIE CKM AT IR FRHER A B 28 . 2R IR R Hyom Dl . ik, bE AN
LA A TS 7 P SR ZR B T, MS 7E R N A B R TR T 30% [2] [3], HoH 2 BUBE SR (T2DM)
5 CKD i E ik 40% [4], CKD il N&Z& CVD kAR FEE G KK E[5]. 4T CVD. CKD fil MS

Z A AFE 2 ERLFR, 2023 4F 10 H SEE 0l 2 (American Heart Association, AHA) & & £ EX[6], 454
LB LREMES MS IS, & 70 - B - AR ZE-A 1k (cardiovascular-kidney-metabolic syndrome, CKM)
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fIEEE, BT CVD. CKD Ml MS Z A A ELEEM, — e VR A AT Fi 45 RITR, 29905758 T2DM
A CKD I, 10 AT 5109 7.7%M 11.5%; SR, 4 2 Mg, 10 SR E% b e
31.1% [7]. XA UMUE R, 28BS HEMFRZHEEN, EdEd “AEhdtz” RS i
FOREGAH, X7 2 Bl P A 2R 4 ol G A P G ™I Bk . SR ARG R R R R E R 2 2R
ENLE, SR CKM B iE SEBE 1) 24 55 2 e

R4S E O IEPr 2 (AHA)BIHES, CKM 20 8 58] “IWk 17 .
Table 1. CKM staging and diagnostic criteria
F 1. CKM S A RIS Wikr i
I3 SR
0 A ME/NMEE. CKD B KMEA CVD. Al fER R ER(H M. =B H WA WEREHE. ¥ IRm)

AR E/AEE(BMI > 23 kg/m?) . ISR EE(L /55 1B > 80/90 cm) Bk fig i 2H 23 Th BE 5k 1
(FJEIMHE > 100~124 mg/dl B, HbAlc 7E 5.7%~6.4% 1]), FoHAAS I G BF 2 8 CKD fAMA

2 HARU R R[S =B E>135 mo/dl). @i, LA E. BEIRM]EE CKD [Nk

WG AR EETE AL M CVD B IR PR O F1 5238 BB E AR ThRE A A B IR L . oA A RS (K 25 8 CKD I AR B A
gtk cvD

[EEN

3 WG PR 0 7558 (NT — proBNP > 125 pg/ml, Lot/ 5 @BV E A T > 14/22 ng/L, i/ 5B M s sl
FEER 1> 10/12 ng/L) B O EE S 2 W IR R CVD R4 E . & XK CKD AT 10 4 CVD XUk &
A G CVD (&R DA, A, SRS . O FE s, BE AT R, HA G

[ R # B CKD4a . 0B 32us 4b 1. i
¥E: BMI (6 40); HbALlc (HE{LIMZIELF); NT — proBNP (K B R 4AE)E) .

3. CKM FREBE N H

CKM MRZUAFFEAR LT MS VR BEAX A, 38 ik & Z 84T (insulin resistance, IR) 181t 4 AEFI 44K,
PEEEENLE], 3X3) CKD 5 CVD MAZ k. MS 51 R MIBEARE AL N R Dhre ket , (et hikorre
TR B B /INERBE A, , 17 CKD 4k i 1) 75 B0t 47 A 5 PR BERE R85 SOOI AP 40 5, T B 38 1 1) 1 IR A
PN, XFE R TAERSEERZM.

3.1. MS BH#azIE &

IR SRR BV AR 2R AL OCEE, IR TEAERE B B R s I, UL IR B8l FFIE A AR
5 2L 2P0 T 8 25 A 5 PR 6 W R EURD ) FH 03 R B (8] [91, [ el ik 2% gt g iy Bl (HISL) vt 1 R RE A 5
AR, VRS R GIHLE], A H I =BR(TG) /KR, RO S0 28 g 7 B2 (FFA) AL,
i FFA (>0.5 mM)iLseiiEid CD36/LDL SZARM I IFRE, 0% Lmt4Hse A RAGBE(ACC) I L [ B
TnEEE A E A -1c (SREBP-1c)%ik, (& TG A Ul %14 N 2~3 £5[10], ARSI - A B K
FEERNR IR S N 15%~20%, 5 U1, P9 G D7 A4 AR FE 20 (V1) B Tt 5y 10 em?, Jik & 2= K315 2 (HOMA-
IR)FHRE b7 0.72 [11] [12]. H—4 1, FFA @i 0S5 HEE C (PKC)AI c-Jun 2B R v g (INK) & 2%
(R HRME ECs0 = 0.3 mM), 5 3R 5 2 2R RPI(IRS)-1 222 R 307 1o s5 R 1k (p-1RS1Ser307), i fif
Jik 5 AT T AL FRCR T 50% A 1[13]. X — i BRI IR SASHERS, JREPEInf IRS-1 SRR IErS, o —
A5 H0 881 22 W 12 (G LU TA) 2 37 28026 (B i 1 40%~60%), F5 28 S 5501 19 2 Us MERR S A0 [14] . P 0T A
i A 23 (Visceral Adipose Tissue, VAT)TE IR JIRE T 7 WAME 2 R TR K AE B E S, H40M/2-6 (IL-6)
Je SR BE R - (TNF-a) 73 W BEAEIE B NBEG N 3 £, 1090 2 M i 8 7 AR e 3 K % 40%. {541
B KA MR RGNS AR 4 IR 25 (Chronic Low-Grade Inflammation, CLGI). CLGI Ffi#id #% [

DOI: 10.12677/md.2025.154059 441 EEazi


https://doi.org/10.12677/md.2025.154059

ARALI ST« BEIREGKAR 55

F xB (NF-«B)f& 5l B 7 WG AL T TBOR, 405 N B2 — A & B (eNOS) G 1A 70%,  FF ik b I 47 5k
K F AT IR 12 (PGL) & (PR > 5000) . g 4 IR AS RE SRR N Bz, ek i B 1 5 % (1]
JRAFYEA[15] [16]. b4, BH IR Re—% A Z(NO) &S ML ET sk A A ik b, e ML Sk 3 AR 1
SR, SR EF IR DhRE RS, AZUEEAE . REEIRE T, Gohiii d 7138 52 A 7RI (CoQIIT) 14
AIE SR R A 15 T SE(ROS)AE GG N 3~5 fif o IR M S w AL g — 20 i sl ks Feai At . B /N ERAEAL
N R R A 44, H9n CVD. CKD XU

3.2. 10 - BXEER: MARZNFSHERNSTHEE

3.2.1. MEENDENSFHEEER

CVD 5 CKD ZIHAFfER Z IR AE HAER, FHAXOHLEIE KRS )5 26l 4 N 7l RS0
5 LA SRR AL RO R I SR R 2 5 [17] [18]. fEf8MEC I REA R RRBLIRE T, O ERD 5K 42
SA PG MR, BRI Bz 28 B R PR, il ' ifLi & (Renal Blood Flow, RBF) X
PRI (% R R B 40% vs. BEF LIRS N 20%), sk immsas B /NERSS 28R &, AR &K - 1
%k % - W [E R % 48 (Renin-Angiotensin-Aldosterone System, RAAS)Z JZiH1L, RRAS R G HiHIL- S5
AKEN I B RO R S5 ST, TR RO B A DN B RV EA[19] o (EARE B, B IE)R IR A Eh 74
LR A B 5 I AN R R A 2 2, SRR R R LA 3 AT AN DN S /N R i %
(Glomerular Filtration Rate, GFR)ZEAT 14 4%, i it 175 5 B /N b R 40 B i T 0 [a) o - i Av gt e, e
FOR RN S ThRERIE[20]. S —J5TH, @RS CVD Al CKD RISL[EIfak M 3R,  nl i 5 i B ek
BN N (R 8 R AS) B3 B /N EREE R [21] o FREEI R R IR ST 5 R R A E 28 s HE . 4L
SERVERR B2 R, FEUE AR AERE N ERE R S . X PN ) A T B4 38 v 0S5
Bk 22 20 B R0 PN B 0 P 0 s I B S8 AR R % 30— S (I i A e o 2 R R R B /N Bk A Ak JE AR [22]
R E SR AMNIE CKD #E R, 34 AT I 5 RE TR JEORI A 22 A 43 R G SR Y, SO >R n 200 Jik
SRR, TERE A0 B A 4

3.2.2. WEAZBRGHIEIRTE

O RA S BB RRAS RGTERE 228 BRI ML . HFFCR, O L0 A K B S5 4 g v)
I 55 43Ukl A3 AR AR IS A UM B 5K 2 11 (Angiotensin 11, Ang 11), Ang I1 i i & S5k & 11 %244 1
74 (Angiotensin I Receptor Type 1, ATIR) /5 [t % 5 3L A: B AN [23] [24], Ang 113 ATAR #i% NADPH
AALEE, FSEBEY(O,))FERERIN 3 5, S NO EYIFIFIFE T % 60%, 51K P Bk &7 5k Thig
BEfS. [FJEE, Ang I @IS PKC A AN AME 5 V81T B (ERKL/2)I@ s, 23k i P JULAH M 3% 58 ST
%, Ik R E . EONE Ang 1 GBI BEARIEVLEE 3 WG/ C B B LAY N KR
(PIBK/AKYMTOR)IE I IS, (2O S A & SO Z4e T 2 £, FRmE QIR [, Angll
T R SUE RN F(CTGR)RIE, (R /I iR, SECOALR R4tk . 7550 Ang 11 JET
ATIR MAMENLE] E AR -1 (TGF-pL)FRIL, 1755 B /NER R4 M &k S5t T AR 2 4R T2
EARERERAE, Ang 11 B F R R B ERR A BN E F v 5 S5 T S 5 o0, 5 3 IE T R B RO R
R(MR) AT O WURR T 2 40 B AR SR RO N 22 B /N b e - T R AL (EMT), B4 5 85000 25 S AL A (1]
JRAHEA[25]. BEFE AR, Ang 138 I i BE Ry2ad AR F T o e Sk o B A MU X (RVLM) () 38 I 42 v
A, AR AT IEAN 1T A A2 0 ARG N 50%, T3 R M Kk MR T . AR P o I
A EREERN[26]: —J51H, Ang Il L858 g1 B EARRAEZ AN S L B EE TR, SECLIL
1 P65 A R B T 40%, 51 RO VKR SRR I n A B AR BN ARUE ME s Y — T HL, B ol B IR AR A
IS B I U, A GFR R[4 25%, M I B Bk S 0T RAAS. MG PR B A B4 B 0 by, X R
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A HAE FIAE SR Co 95 B 7776 Srmr M oG R et o 2440 U B30 U 52 S0 L/ PR 453 4% O LR
DI, SRR A Ang 1 558 B A G TE OB PEIERR: Ang 11T ATIR 524k Ll NADPH 4
TEBEIG TSR T 4 %, 15 T O kit ROS AE 36N 5 % . R Ang 11 {23k 25 U I i 2 (norepinephrine,
NE) WAZ A AR RS REAL, T i 22 (4 NE Jl i g1 284 S 0O ME -5 FIR R Be 24 R A M B 77 22 0%,
Jnigc AN B E A RERE[27], BRit. Ang 1T o SZAARKEELEDINE S PR S) 112 KL . X2 8
BRGNP PR AL FEO B LA, H T RE 05 S8k, A5 MAPK/NF-kB %
i1 % 5 RhoA/ROCK LA 5 38 i (1) 1 [F) 800

4. RRARKRITHE S KBS E

CKM {5 1R 545 v 7 /2 A2 BHLIBT 22 25 B AR 3 AL SC B E i o AT TR R A Wb B MR & 1R
HOR, AT SEHL N A I P9 B2 Zh RE RIS A AR A 7 0 B PP S ACH B RSl AR bR S
AT, R R PR ZE R AL, 5T RSB BERS HE RS 4%, iR 28 SEILM IR YT 17
ESXTIUE Gl BRSO

4.1. KR EZDIERR28]

1) AERE: OEERE (S >90em, L >80cm)Ek BMI>25kg/m2; @ W& AR (CT/MRI): >100
cm? (FfEME); @ BMI43)Z: >23 kg/m? (WEIMHEE), >27.5 kg/m? (AERE) 75 L1548 81 250l

2) B RE . O BEERRRT: 2R 5.6~6.9 mmol/L, BURE(L I 412K 1 (HbALC) 5.7%~6.4%:;
@ HEPRFIHZ: SHRIMEE > 7.0 mmol/L, HbAlc>6.5%, k[ ARME &L (OGTT) 2 /N IfiffE > 11.1
mmol/L; & HOMA-IR 5% >2.5 (FMEE S % > 15 nU/mL);

3) MAGRH: SEhAKEFAEL =IE: © TG>1.7mmol/L; @ {&% % 5 A BH[E EE(HDL-C) (3 44
<1.0mmol/L, ZM <1.3mmol/L); @ K% EARE ARAREEE(LDL) > 50 mg/dL(Ffatrd); @ #HigEA
A (ApoB) > 90 mg/dL 5% LDL-C > 1200 nmol/L;

4) IMEsg: © IEF E{E: 130~139/85~89 mmHg; @ fmifi/k 1 2%: 140~159/90~99 mmHg; @)
% 2 %%: >160/100 mmHg: @ MEvatEEis: BCH 3 M (& R IR AN AR ISR

4.2, 1LIEFGITAH[29]

1) FPKFEREAGIEYE: O ik CTA: ERKE5HAE5r(CAC) > 100 Agatston H.47; @) Hiah ikied 5 :
BEYUE R > 1.5 mm B4 >50%; @ FEBIMK: ABI<0.9 8i>1.4 (sl Bkiifb Bis L) .

2) LREZEMSIhEE: © A OEELVH): AEFRERHLVMI) > 115 g/m? (3)8>95 g/m? (%&);
FPikDIRERERS: Ele'tbfH > 13 (B OAIE); URAEThRE T F%: Ao w4t 7 F(LVEF) < 50%.

4.3. BEHERESNE(KDIGO 4H7) “Mk 2” [30]

Table 2. Risk stratification of kidney damage
F2 BEREMERKSE

PR 45: % eGFR (mL/min/1.73m2) UACR (mg/g) Fofth e 4R AE
fitfe >90 <30 ToRERI . Tom i
i 60~89 30~300 W R 7 B I 42 F AN EE(HbALE > 7%, BP > 140/90)
=LA 30~59 >300 PEIRIFE . eGFR 4E FPE3%R >5 mL/min
W fa <30 >300 AIF03E, ESRD FHiEM S

VE: eGFR (fi® ' /NERJEIT ), UACR (HEH SULEFELE).
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5. el BRI RAIRESIRERER31] [32]

1) /a0 O M FHA NS < 5%): © UHErR: L 1~2 DU (WP ai g R e ), @ O
THEBKAEALIEYE, CAC=0; ® 'BE: eGFR>90, UACR<30; @ IfiJ&/ M HliA bR (40 HoAlc < 7%,
ME < 130/80 mmHg);

2) HAE(L0 FF A 5%~10%): © R FEbR: FF &R LR S IEE@ TUR5, Wit + &k + (€ HDL);
@ LIE: WIERSKAE(CAC 1~99, MzIkHEH); @ 'EME: eGFR 60~89 5 UACR 30~300;

3) mifE(10 A 10%~20%): O AR¥TEFR: BEIRIW & H e B & H R (UACR 30~300 mg/g); @ L
MA: T2 ASCVD (InfeE MO ai TEIKEA >50%). L3E(LVEF <40%); @) 'BiE: eGFR 45~59
g UACR > 300;

4) Wi fa(10 R >20%): O ARidahs: HERM &I K EE A R(UACR>300) + 0% @ Ll
B OIS F) B0 = AR L @ BlE: eGFR < 30 BUFE AT .

6. BRSNS FE
6.1. KEEIEIREIMITER “k 3”

Table 3. CKM risk stratification and follow-up frequency
% 3. CKM fe i 5 = BBl s

RS = B 5 A2 DETH
&f& 6 ™H ECG. BMI. FPG. eGFR. UACR. ILfl§. #hF&MIE. JREM
i 34K ECG. BMI. FPG. eGFR. UACR. Ifl§. & ME. JRHEH. NT-proBNP.

DA BAER(KT, Nat). IRk A, sk~ ik CTA
e tn 1-2 4 H FPG. eGFR. UACR. Iifi§. Sh& ML JR#H. NT-proBNP. Hifii
=G I (K*, Na*). hs-cTn. O (EE). BT
Pt 241 HRREEGNP). EHEATEKIV). EFE

7E: ECG (LK), FPG (ZEMLEE).

6.2. EhASKBEFARAIRL E R

LB LT SE B TR S 4 2 : O eGFR HUE T F%: 3 AN H W T F>30%; @ Bk KE R : UACR
M<30 F+E>300 mglg: @ O ILEHE: R OLH . NT-proBNP Bif: @ fRig%4%: HbAlc M 7%t
A 9% B E T ]

7. EEFm: £FRAANSKHIEE
7.1 EFEE

JEFEAY CKM (BMI > 28 kg/m?) [33]: HEFEAICE SR FIRE, & H #i /75 500~750 keal, 25 i 4
AN 1.2~1.59g/kgld, HA=>50% A0 FHEH, % REEE(<2.3 g/d) S fl KA & 0(GLHE > 70 &
5 Eb<15%) o Ife AR A 78 IE 5212 77 28 nI 46 P4 A B s T AR k2D 18.6% (95% Cl: 15.2~21.3), Hi i i 155 DASH
Q=Y SO RIRTE o & AW (] e

7.2. BEIA[34]

1) K& A%0Es), tRENRTIK, 30 780K, 5 IRIF, % )5 60~90 734 5 shiz sl AR AL fobk i 4%,
PR ML SR: BRRREGL(3 08h/k, BEH 2 1K);
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2) Hfa: [HEMEARIZS), MIRALTE 3 Ehigsh +3 M ERE x 6 153, 3 WA, Kik/\3(20
SrEIH);

3) mfE: MECHR, (CREFSLEE), W8k 10 204 x3 W/H, Bit 150 458, BRI 4-7-
8 PIiE, 5438 x 3 KkIH);

4) temfa: SR, iR ERIIZR, 5 PR +20 FIsthax 10 ¥k, B H AT RGN : W
HER MR ZR( 15°TFL4R) .

7.3. ZiaTT: SERhETH

1) FREEEEZ): © SGLT2 #MfFI(SGLT2i), Ml 'E NEaN - B &b, WosE A
(B-FTH2 ) 3] NHE3 (B L2 i 9 458 2) . EMPA-KIDNEY AJF 72 1E 52 Ho A B 53 4 248 55 XU [
fi 28% (HR 0.72, 95% CI 0.64~0.82) [35]. @ GLP-1 2k zh7)(GLP-1RA): HLHi: #E N Fi GLP-1R
Ak, [FRHET CAMP-PKA 8 2% 305 O L0 B T-[36] .

2) LRI 259 Vb e 2D (ARNI) , SOCEE A i RO, S HRIEA KK F A BELIBT ATL 5244
[37]: AEZFIMA(Finerenone), %P 8RB BIER ZASEHURI(MRA), HE T 4 0E(MCP-1 | ) SO ILEF 4
tb(Gal-3 ¥ ), FIDELIO-DKD Mt 7% ¥ 71~ He F AR O I8 S5 IXURS: 14% (HR 0.86, 95% CI 0.75~0.99) [38].

3) BRI 25 RAS I FIER & VAYT: ACEI/ARB BES SGLT2i 13 16 AT {8 B /N BREE U8 R 1%
18.3 mmHg (95% ClI: 15.6~21.0), iRk SGLT2i LAVLHAD 1 /N A= 5 H[39] -

4) HPLAT Y2y LAk e B (Pirfenidone)id i #11 TGF-g/Smad3 il #%, J8/b B 8] 4T 4E AL (I R
3% NCT0418165 {7 eGFR T I8 4E 34%) [40].
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