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Abstract .

(DM) patients, the condition will be aggravated, resulting in sustained

After the occurrence of complications in diabetes mellitus

effects on multiple tissues and organs in the body, thus
Chronic kidney disease ( CKD )

disease ( CVD) are major complications of type 2 diabetes mellitus

many
complications. and cardiovascular
(T2DM) , increasing the risk of cardiovascular and all — cause death.
Current therapeutic agents that delay the progression of CKD and CVD
include angiotensin — converting enzyme inhibitors, angiotensin I
receptor blockers, sodium — glucose cotransporter 2 inhibitors, glucagon —
like peptide — 1 receptor agonists and salocorticoid receptor antagonists,
etc. Although the use of these drugs can delay the progression of
macrovascular and microvascular complications in patients with diabetes,
T2DM patients with CKD are still at high risk of CVD. This review
explores the relationship between CKD and CVD in T2DM patients, in
order to provide evidence for clinical treatment.

Key words: diabetes mellitus; chronic kidney disease; cardiovascular

disease ;inflammatory mechanism ;treatment progress

BEIRIE (diabetes mellitus, DM ) Jg& DA Il b5 7K P-4 2k 3 19 18 43 04
RGP , S R BRECA T ANBIMERE . 2017 4, 425k DM B85 A %K
2903 4.2542.(20 ~79 %), Efhiit, 3] 2040 4 f 80 E] 6. 42 42
DM B3 54E DM 8 E A0 b, & AR 0 A8 F P8 T2 i XURS 15 3. 4
£7120 DM 248 P B 9 ( chronic kidney disease, CKD) [ = ZLj5%5 A
Z— 9k, CKD 20> Il % 9% 4% ( cardiovascular disease, CVD) 1) 3
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TR FE R, KLY 40% AR Y] CKD & DM 5|k
M AR KB, BRI UIREA 4 5 CVD FH{ERMISE
TORRAHDE,7E 3 9] CKD b, 3%y CVD 525
T IR 1 J7 o R0 B o XU 1 10 4357 PRk,
T 2 BUREFR R (type 2 diabetes mellitus, T2DM) il CKD
SR SR 20 AR T BRI R AR CVD X
R smg S, A3t T2DM 4 9% CKD fig &4 CVD
B AR PR T O 5 AR AT 2558, DU T2DM
HIF CKD B35 &4 CVD (1) & s AL il I ik 97 $2 43t
Hifh o
1 T2DM &3 CKD £&%& 4 CVD ByRAEHLH

CKD & T2DM i) 25U , 2 FEAIK T2DM AR
FEAE R ST fE R IR, BF ST & B, T2DM 4 JF:
CKD 3 CVD BT (1% AT RE 14 & 5l T2DM A8 5 1
37, kW] CKD & CVD Al fE R 3% . T2DM
A A BIL TR B HE A2 2%, 3X AT B2 T2DM 5 3 CKD i
# CVD fE R S8 XU 8 iy I P 2z — . AR,
B & - M4 Bk & — B [ R 55 (renin — angiotensin —
aldosterone system , RAAS) 7 "B % i 1) o i v i o 28
YEFT, RAAS A3 (19 28 i 3o 72 AT LG A [] 1) 15 53
WHZEIFES K F - kB (nuclear factor — kB,
NF - kB) itk , S EAAE FILT YL A& 2E , Jinid DN f)
SRS, Y EE R T e, B ERE T - B
(transforming growth factor — B, TFG - B) £ il ¥ %A1k
IOEUE, AR N R 458 1 1) A, T v L 68 ot A i e
B LAY SR KB . A B & B, 7E T2DM
o NS R AR 2 i e S R A 247 ) ((advanced
glycosylation end products, AGEs ) & i, Hll A2 £F 4k 1k
AR - BRI, IR TTOAR , RAEHG I, e &% T B R
YAl . FECNE KL T E X S i 2 T BT Ik
YIBERERG | S Bk ok RERE LA B 2T R4, B4k, AGEs
SHBCAR A AR 2l & NF - B B0 , 3480
PRI 7 R, AT P B0 Ih RERRs

BRit 22 45, $h Bz i i 2% 5% 1K (. mineralocorticoid
receptor, MR ) 75 22 Fft 2H 2L F 40 it vp 3%, 4945 0 L2
M O DUBEFEAn f B N b R A s Rl —
TR R TS 1] 61 98 o O T 9% 8., i [ 2 3 Jk 8 ot Hs
PR RE T DA B A A i v 23 W8 T R K P B Tk g IR BT A
F — a(tumor necrosis factor — alpha, TNF — o) . H 4l iy
42 -6 (interleukin =6, 1L —6) I IL - IB,%:{EU%%
ik o 5 R AT S, e A B0 LB R ALG &= E
B B A8 b B 5 A Ak R B A AR
fm TGF — B 3Rk, 30 AR 40 i b 56 o iy o 5 s
e ik B /N A8 ] J5 10 21 2 Ak i R, AT I DN ) 3k

JEUMY S SATWRIS 2, 3 TR R Y A A 2K 9 AT LA AR
CKD % v AR T I REZ 40, W&
TEMR AR , B B RSk 20E , Wi AR 25 2R
P a2 A B 7 TR /0 S R I TR . I T
A LA BB NF — B (59772 4, S00E D 5% 48 0
SRR AT O A 2

2 &fT

RAEZ 5 B PRI B 95 ( diabetic nephropathy , DN)
ORI o e IR 75 | A6 %) 400 JH 453 2 D8 0 i 7 A A2
RAN BT, PSRRI SAEBIN g J& DN v CVD ) F2 82
HEAGT o PRI, 30 1] A E 2 A2 1 25 W) 7E DN (19 5 O 4
FIEZE CVD b A H 25 X
2.1 sy -EEELEIZE R 2 (sodium - glucose co-
transporter 2, SGLT -2 ) ##]25 ( SGLT - 2 inhibi-
tor, SGLT -2i)

SGLT -2 &—Fits Ji A 1, HAT A ik g 1 0 /)
BRI HIAIEE IO . A T2DM B T
/N SGLT — 2 1) 2 35 TG 4R 15 5 25 5 30 2
F WG, 511 P I . SGLT - 2i & —Fugi Al
AIREREZ5 W , T LLTE S 40 i) A J0r v /N o ) R R A
AR HE BRWEHE R FEAR MM . SGLT — 21 AN AT DA
AR AR , T EL AT DA 22 W ) R vl s /b O I 4 S
MR o D381, SGLT 21 [ 1 HA il B i 26 b 2 I
Wiy FZEAE IS, I8 AT LE L 30 ] p65 %% 5 K5 Toll
FEAZAA 4 (Toll - like receptor 4, TLR4) | FAAZ% 40 it #21k,
# H - 1 ( monocyte chemoattractant protein — 1,
MCP — 1) FHysi /b 22 JRA 5K 45 ok 038 A SO , AT ek
EEIhEE

KANG %2 53 87, 5 26 WA S 19/ IR A1
e A RS S (10 .25 mg) IY7 e, ML TNF - o K
43R (98.6 +8.1) F1(129.3 +11.9) pg - mL ™",
4 . 25 2 F X R (45 T 0. 9% NaCl) 1 (69. 2 £5.3)
pg - mL™' FEG T ¥ EE S WA G EE X (Y
P <0.05) , x5 SGLT - 2i A DAFEAK TNF — o (7K
F, BA R B OBt R R

LA GROTTA 2% DM g 4> 452 SGLT - 2i
AIRER A (n = 43) FIARIESZ SGLT - 2i If-45 7 HoAh
5P BRZH (n =43) , 45 3 o, i 20 Fox BEZH
HYIL - 67K 4351 <4 Al <24 pg - mL™'  FEG i
PRGN (P <0.05) , PAOLISSO %7 f
DM 85 43 A3 SGLT - 2i i34 (n =98 ) FLHA:
FEBEZGIRIR IRZ (n =485) ,E R 7R, 28 SCLT - 2i iR
7 e I Y A0 S PR Al e % C - Bt
#HH (C - reactive protein, CRP) 7K 3 43 5l 2 9.2
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(8.1~10.4) - pL™'.6.2(5.5~7.3) x10° - L'
(3.3x4.4)mg - dL7', B B FK T XA 9.5
(7.9~12.3) - pL.7'.7.0(5.3 ~9.6) x10” - L™"F

(11.0 £23.5)mg - AL ™" | fEG5 112 1 22 R A Siit2
(P <0.05), TANNANTUONI 252 i 5% % i,
T2DM 5 & A SIEHEYT 24 JJE 1L - 10 K298
15 mg - L', W3 & FIAITRIANZ 10 mg - L™ FE4E
¥ EERAHSEITFE X (P <0.05), X i
SGLT - 2in] LAY %2 DM f8 35 1 48 5 R 24, DA ok %
B O IS AR I R R R

2.2 [ESMAEZREAK —1(glucagon —like peptide -1,
GLP - 1) Z{k# 3125 (GLP — 1 receptor agonist,
GLP -1RA)

GLP -1 j2—F kMR, 5IEMR R GLP -1 5%
TRGE G 8 AT 2 1 5% 3R 43 A A VR I, G % I A
TR 55 A A R AR I 5 2R I G I B b R S
JSCATI R A R J 5 240 M 1 5 A RIS A O o I R T
Al AR S HF GLP — 1RA 7 T2DM H ELA B 1 11
PLRAE

Exendin -4 &—Ff GLP — 1 25{0l4. SANCAR -
BAS 22U 58 & B, DM /) BV 4H 40 TL - 18 i
TNF — o 7K F43 50 (1.40 £ 0.10) pg - mL™" FI
(11.42+£0.70) pg - mL™", 3% i 3 & Tk DM 4114
(0.71 £0.00) pg » mL ™" F1(5.28 £0.30) pg + mL ™",
eGSR AR L () P <0.05) ;DM
INEZE Exendin -4 LbFRJE , /N ZHLA A IL - 18 F
TNF - o 7K F43 51K (0.75 £ 0.10) pg - mL™" Al
(4.82 +0.20) pg - mL™" | B F{L T K% Exendin -4
A AE Ry Xf IR 4 E’J(l 40 +0.10) pg - mL™" Al
(11.42+0.70)pg - mL~" , 7E 4012 25 R 6 G it
FRX (B P <0.05) ; TGF - B 7K-F-Hy My i A £ 4 21
ZUN R B AL, DM /NR A4 TGF - g 7Kzl
2.00 pg - mL ™ B4 DM 4 42230 1. 00 pg - mL~ '
2T E (P <0.05), H DM /NR£ Exendin —4 4b3 5
TGF - B /K FEH4(0.70 £0.10) pg » mL ™", B 2L F K
2t Exendin — 4 4b FEAE A X R4 A9 (1.23 £0.10)
pg-ml ™, EH ¥ EERALEIH ¥ E XL
(P<0.05) .

HEJHE AT S — Pl < 30 9 08 1 58 E AR & DAVIES
S TR 5 R, B R T2DM AR 7 42 57 ) B 6 ik
1.8 mgiGy7 12 J& )5, P U o 5 B0 w0 4y A Jo o D %
4. 7% ,SRHLE R E 7 AN 1.8 mg HE ] 3.0 mg
B, P A BT R B IR R BT R D 6. 0% , 1o 3 i T&
BRHW 2.2% , 58 it EER AL FE X

(P <0.05), TAN %5 255 40 {51 55 7 T2DM H 3% F
LR 1.8 mg, 3697 6 N H G TNF — o FIIL -6
KA R (24.2 £3.4) pg - mL - F1(10.4 £2.3)
pg-mL™" ¥ B F A TR T AT (39.1 £5.6)
pg - mL~'AI(21.2 £7.3) pg - mL™" FEGE A B2 S
ARG E L (P <0.05) ; 457w SE A6 & ik i A
1.0 mg, 3597 6 ™ H 5B TNF — o Fil IL — 6 /K451
H(23.7+3.7)pg » mL™ ' FI(10.1 +1.4)pg - mL™",
PR EM|RTIHBITRIN (31,9 £3.7) pg - mL™' Al
(14.8 £3.6)pg * mL™' G124 F 22 T A Gl
(¥ P <0.05), MOSENZON 27744 i 45 T2DM
MBEAE I ASEE R 52355 B AL 20 A a6 4 (42552 W) 6%
B 1.0 mg, BEJA 1 UK, B2 ST ) O BRZE (SEZER
JK2.0 mg) , 455K 8w, i 41A YT )G 1B CRP 5
FELR HUAE R 0. 55, 5 F AT X BRALIW 0. 72, FE Gi i
FERAGIFE (P <0.05), XiiH] GLP - 1RA
A LAREAIR T2DM B85 SAEFR AR 9 19 K7, AT s
A8 B AE I RRE AR
2.3 ZTRRERKES — IVHDHI 24 ( dipeptidyl peptidase
IV inhibitor, DPP — Vi)

DPP — Vi J&— 28 8 11 IR 24, JLAE S M 4
VR TR

PKF - 275 - 055 J& — B 4 4% 50 7T 25 L 9,
AKARTE %% ] 90 mg + kg ™" 4 IR 14 Z #78 DN KR
J&, 1E B4 R RE B 41 ) TNF - o K 40 5 N
(0.89 +0.09) F1(1.98 +0.51)pg - mL~' (P <0.05),
% 1.3.10 mg - kg~' PKF —275 - 055 597 8 A5,
TNF — o KA 310 (1.16 0. 18) (1. 12 £0. 18) Fi
(0.94 +0.12) pg - mL™", ¥ @ 3 K T 852 5 41 1
(1.98 £0.51)pg * mL™" eS8 22 R E S
BN (¥ P<0.05),

SATOH - ASAHARA 2" [ 9§ #% %1 T
50 mg - d 7RI T2DM B E 3 MHE, 4R BN, B
H W I CRP,TNF — o, IL — 10 7K 5 43 51 K
(0.5+0.1) pg'mL_l\ (6.6 +0.4) pg - mL™" F
(12.8+0.1) pg-mL™", 3 & F X T I8 J7 60 M
(0.8+0.1) pg-mL™" (10.2 £0.1) pg - mL™" FlI
(9.8 £0.8)pg - mL™' FEGiiT2 L ER WA LI
(4P <0.05) ., NAKAMURA % g5 5%, DN i
HAREFNTS mg, B H 2 K,EF 6 MHJE,IL-6
FEE CRP K43 3] 4 (0.6 +0.1) pg » mL™" Al
(0.14 £0.03 ) mg - dL™', ¥ & 2 % T 34 J7 /i 1
(1.5+0.4)mg - dL""F1(0.16 +0.04) pg - mL™", 1
Git¥ L ERYWARITFEE X (¥ P <0.05),
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DEROSAZE! F 4t 5117 50 mg, 4 H 2 YKify7 T2DM
BHE3.6.9.12 1 HJ5, 45 R 5w, TNF — o /K43 5
H(3.9 +1.2). (3.6 +1.0). (3.2 =0.7)
(3.0+0.6) pg - mL™", # f CRP /K F 4 5 K
(1.8+0.7) (1.5+0.6) (1.2 £0.4) (1.0 £0.2)
mg « L™ B EFAIT AT (4.1 £1.3) pg - mL™
F1(2.0+0.9)pg - mL™"  FEGEi12¢ b2 R H G
B (¥)P<0.05), XiiH] DPP - IVi B i R AR
T2DM 35 VAP 98 A s ) R 7K 7O S 22 00 1L A8
ST AT I

2.4 ik R ZE 5 {F ( mineralcorticosteroid recep-
tor, MR ) #3125 ( MR antagonists, MRA )

MR J2&— P A BT 9 A% 5 i R 7, 78 B 7
AN RIE, S E MR Z ARG G, RIEHAY)
2IRE. MR [ B 6 45 S 17K Y 30 e B Y
HEE 15 5 (reactive oxygen species, ROS) F=A: | N 7
T RERERFFI(E A K5, 4 A% 20 M A 25 1 1 (active
monocyte chemotactic protein 1, MCP - 1) | E B4 iF
#4114 A 7 ( macrophage migration inhibitory factor,
MIF) 323k LIS NF - B 3546

NAVARRO - GONIALET 2/ #F 5% %& #1, 7E DKD
SR TR B TS AR A v WL 3 R S R 1Y L R A i, %
AEAAEIA 5 (4 1L -6 (IL — 13 A1 TNF — o) FEIKHE i,
SECONENER O 4EAL O B RS /)
BRUVE/NEBI . BIH, 98 > MR 3k BE 0 R R
RAZNE B 5 3 /8 MRA X} MR H A @841 fn
PPN, IATRE 24 - BeiR a7 U5 MR
g IFFBEH SR IR E 7Y MRA 28
MR — [ 525 W0 i A2 R 2R O BHL T 5C B 4 SR il B
R 554, R, MRA 25 AR % TR~ A2 2F 4k
W73, HE SRS, RN BT E h i i 208
O ERY 6 A% A ERTE B b ) 2 A1 29 R O I3 A
155 3 AR MRA JEZS FIFRAE RS 121 404
HAN 257 FIGE BRI A0 DN K UBERY , 2208 Y IR
RITIE, WAEME] MCP -1 1 MIF 33K ; 6 AN, 76 [
Vil 75 5 2% JE 4 LR 0 i /N A B P, MCP — 1 2560
NF — kBEE 06 P F R, 4R AR AT AREAIR NF - B 3%
TG MCP — 145 3 150 FP A 10 ) 30 o T 35 7 1 &R
JEEA i A0 O /N A A I RS NE — «B i % A
MCP — 13RI, 25T 5 A T 50 20 b T B3k T [T 1) 7%
S NF - kB IHALFT MCP - 1 3535, 2B N BE i1 &
PR F 5 088 RAE T AT K o

JE £ 14 MRA 1) & AR T 0 B BRI IR YT 1Y — 1
HEAHAERE . AR 1A MRA 5 8RR WAL, A

ASCAT Ay /D A8 R 48 B RO IR B9 45 4k 4L L 980 FTAS
KL A, T L AT DL D AR AR R R ORE I R R
FILIPPATOSZ: ™" WF 93¢ iE 52 , 3F 2% I T L) . 35 B A1
14% () T2DM 491 CKD 350 1 3 & A & S FH R
Ko S p 76 R0 DN BERLA /N
(10 mg - d™' 0 =38) AR L (20 mg - d ™',
n=38) G5 R IR /N KFRARIT 12 G IL -6
K4y K (2.89 + 0.62) il (2.47 + 0.51)
pg - mL™', ¥ K TR T AT A (3.79 = 0.48) A
(3.79 £0.48) pg - mL™' FEGEi 2% I 22 R A L%
B (HP<0.05), XULH] MR % 1 RAE £F 41k
A2 T2DM B30 M58 B 9 AORE I ZRYT
LiLy
3 iTig

T2DM (1) & 95 2% FIAE T F6 7E 4 BRE [ Pk o e
155, CVD J& Ho g # WL I & , o/t DM R 3 & 0 %
FBET el m ) E 2R R, B 2 DM A 81 2
PO I K 22— , SRR BN O ML A5 I & 1) e A=
FFFET- R, FEGK L 8 1 A 1 T 32 B AH Y K
B, 30% ~40% [ty T2DM H 34 H B IR H 28 H K P
SR R I E PR JE DM OB I RBIRR AR & CVD
(ST FERS TR 2 o BRI, B IR YT X B D BE 208 1 &
JRBEERTE MY, I, WA DN 1367 LS RISR
WX HESE CVD i J A 45 B

PEMEAREE 9 0E O A & DM JE 3 B 00 R A=
MRS TEL R Z — o ARREA T RIEL RN
TRYT TR AT BEA Bh T B SR 9T DN, AT AE 28 CVD
PR, RPN T ARE IR AR T, G R
AT SEALN BT NF — kB 2580 5. A BFSTIA
b, QAT FT IR 45 T SGLT - 2i 3897 Ja , N ALRE % P& AR
DM B FR 5 114 DR 1 8 K T ELAR BB A5 B AIR R
FREY CRP.TNF — o IL - 18 7K %, DPP — 4i il
GLP — IRAREME I i PR DM A8 R 9 18 A 5 b 254
K, AT B B A3 7E . BE4h, MRA RERS 25410
il MCP — 1 {2350 NF — «B (1) 38, M e 4
S, I HA I A0 45 S /i, AF 4% ) R BE 4% 38 1
F#A% DN HRE AP IL - 6 (236K T EZE 1 0>
A SIS R p e

T2DM 4 3f CKD /& CVD fa s 554 & A 1 sk 5l A
&, 145 T2DM &9 CKD K T 5 KB F4
Tk . HETAR, T2DM 49 CKD f8 4 58 i RAE )
MARFE CVD fE s 419 & 4=, SGLT - 2i (GLP - 1RA |
DPP - Vi MRA %53 i3 HT R BT £F 4L i T2DM £&
HO Bk HEH T DN MR HLH & 2%, H 35
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(AR, AR BT e B — 25 1 S A 4 i B [
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IR A R, G, A 0 B — 5 T B I PR 1
B UE A AL AR T AT AE ORI HIL, I 1 AR AT R
Fednfrr e DN (975 5 1 -5 HAEow AR AR
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