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The Role of Adipokines in Vascular Calcification of Chronic
Kidney Disease
LIU Shi-zhen, LIU Fan—-na”

(Department of Nephrology, the First Affiliated Hospital of Jinan University, Guangzhou 510630, Guangdong, China)

Abstract: Chronic kidney disease (CKD) is a global health burden with high economic costs. Cardiovascular
disease (CVD) is the most common cause of death in CKD patients, and vascular calcification plays an ex—
tremely important role in CKD patients with CVD. When the imbalance between factors that promote calcifi—
cation and restrain calcification occurs in the body, a series of vascular endothelial cell reactions will be ac—
tivated to promote vascular calcification. Recently, it has been found that adipokines play important roles in
the occurrence and development of vascular calcification in CKD patients. Herein, the effects of various
adipokines on vascular calcification in CKD are described, with the hope of providing new ideas for preven—
tion and treatment of vascular calcification in CKD.
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1M IR (chronic kidney disease, CKD)J&—
Tl 2 9 2 TN 28 5% FRUAS 49 550 v 1) 4 SR P A B 67 48,
S A SRR D) Re R A A R DA
5%, HABREHA 11%~13%", 3EE 2018 411
B W 5 % B8 (https://www.usrds.org/2018/view/De—
fault.aspx) i/ : 75 2001 2016 AR, A
HrEREPET R T I T 28%; {H 66 % L L HYCKD
BEA 64.5%1F4E L ML 95 (cardiovascular dis—
ease, CVD), 43 CVD i CKD B33 AR A
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KPR HLAAPUERE R A7 4, T HE 20
RESTIAAN H B EE B RGR r, mT LG il 22
PP AE (0 A PE IR R T IR0, 1994 4F,

MATRB T H—Ah IR WA AR I
T8 R (leptin)¥, BJ5HBOkBZ BA AR EY)
BRI N TR s N U B MRAENRNG
AR R LA A5 AL R VR, AT LRy
R —J o ek A ES AL B AR DT IR 1, 5 —
S MBS AR IR 5o AR ST S AR S
3 MUAEES A A LA S AR A i s TR 5 M
eSSt S A R A1 P B ML o

1 mESEHENT

S JE S AP O I A B ) T B R
B MAEESAE, 73 R RPZETL: 1) NEEES1E. 4F
ST RMAE FTEAR B K A I, o B B 2l foofg
AR NI AR, A Bz i I BEE i 3 A4 AN W C AR
TS AR AR I I A=, S DIRESS JE AR R | M
P, BIEIZSIIKHEN rI 4 Lk M siIR A0 . %30
LT BB FEREAL Y5 R bR, 2 0T 4
N LR R R LA R I 2) PR
o T AT R PSR AUIUZ, JR BRI
Byl = 0 N R A ER DU, S B0l AR A |
IFREPEREAR . 2GS Z WL T CKD B,

2 REMESUHBRIENETF

2.1 JEZ(leptin)

SR IRt ORI IR R
RF72 ob BEIH gt 3R, FE8AE K T IRIDT B
FE 6L B RE LR b R SR S rp IR B
RH, O IMAEBNE 1 & A AT BB 9 2 W S
& 2l (calcifying vascular cell, CVC) [ ) K 52
T AR AR A M, fEafREE T E Ak
PRIk B 1) /N B S 6 o, 8 3R T B0 Dk o AR Bl A X B
HIE R B R SEVE . Bl 3 KPR T,
PEE R E B R (alkaline phosphatase, ALP)FIAY,
BRI AR WU H 5 2 (osteocalcin, OC) H
5 1 (osteopontin, OPN)%§ [ ik 45 BT, M
FEHE MAE 3 LA A (vascular smooth muscle cell,
VSMC) ] B AR R AL A, MG e IE, SR
A LA 32 OB-Rb/ERK1/2/RANKL-BMP4 #l OB-
Rb/PI3K/Akt/RANKL-BMP4 i&72 2 i#F VSMC 1 5
RS, FE—IT1 5 820 44 CKD H & (1l K AL
RAISE v AT B0 I 3758 2 7K 18 1

HE AL R B PR 51 98 KPR CKD i1k
TGN, P ECH AR 200 v i 2T 4 4 i A
[ F 23 (fibroblast growth factor 23, FGF23)AJ4&
S, T FGF23 3did 5 2 M4 N B T REAS K-S 25l
KR RERE AL 25T ) 2RI 52 5 K OF FGF23 J2
CKD & SET By fEl PR A9 R, CKD
HEJREHA P A R 3R IMAE T Bl KA R 2 R R
PRI AR 26 B2 i 2 11 -5 ORI 2RO A5 P
F9 R AN HA, T K- A9 2R I T P T e |
VTG 1 % (reactive oxygen species, ROS) Fll — % fk
A (nitric oxide, NO)fC )T 2 1L 4 V) REBE AR,
FHIESEBG A TE R B, £ ob /N BV SR B I A 2
A QR R A IR L 0 Db, g8 AR
G AU ERE R AR eV S RGRA &
RN, FEALE A 7 130, 518 4 N B2
A0 LB AT, T i 0 IR L A 1k B
Ao BOVFFRATT AT DAL 3O VI, i T
R FIBH T {7 518 Bk T B A5 1L Y
KA.
2.2 REZH (visfatin)

MR R TEN NIRRT b s 2k PR g
T fe Wt PR A e RS il HLOd o 2 5 AR T i it M e
TAZAT IR G R RE A RIS S A BT R
PEARANMLIE 5, BIFTE R BRI IR R AE N B A5 1 )
B T e, AT DA DA P R A5 e T ) HLAE
CKD & h & Tk, JF5 B DhRE ARl i P i 4
MBZER53F—1 (vascular cell adhesion molecule-1,
VCAM-1)ARE, AT DS i/ R AR B4 1L 37
MR ZE K4 CKD BER, H 58Nkl &
(glomerular filtration rate, GFR)ZK-F- 52 A SR, I
PREZIHIESE IR ML AR 3R KA T e
B R R B SR AR A OGRS IE IR R
15 CKD IS, HHSOZ 5 CKD &
MAESRYE? BRI, CKD B3 hIEIR NI
R I TR A2 T 30N B2 D) R RS, 1
HIE AT LIS R R 2R HRHT  SAE AN FR B
JLET Ak S B 2R - I A B o AR - TR I ) 2R e R TR
T, AT R B L A8 L0522 58k, IR R
A TE I | RS I PN B A — FR A ARAE S R L
PN B2 20 B A5 3, [ G mT L i s AR R ROS
(RN kB (NF-xB) G PER AR R VEAM-1 1Y
FiB, LAEIESRAE SO, DT 3 if 4 55 Ak Y 2
Al gE FRRIR, NIRERAE CKD F M 51k
HERE P E A R



70 A B

2020 4E

2.3 #HEPTE (resistin)

IR —FAB A -, TEMGN 2SS AR
T AR R FRGA, ARG A, B R 5N
B AR 1 AR R B BB TR O, HLAH K
LR F LR T NIRRT 4120 BA i L At A
BT R AE NP 1 =2 8 R e E 98 RE S0
5 RO ISR FIE PR, FCRK AT 38 1 15 B
AN 1 AR RS0 1 F0 VCAM-1
PR IR RS R M55 Ak, WAl g s L =R 1
(endothelin 1, ET-1)f ik 5| & Ifil & P K DI RE ks
figln o0, oy SERER W, 78 CKD B h k= AT
PIE L NF-«B &8 I 45 1 42 6 (inter—
leukin 6, IL-6)F1JH¥E RFE I+ « (tumor necrosis
factor—a, TNF-o)7E NI S AE R 11 238, IR
SR FERELE™ Y, [R)E, AR AT i MM
ST PLEE 2 (extracellular signal —regulated ki—
nase 2, ERK2)AYBEIR L THER CXC b K+ AL A
8 (CXC chemokine ligand 8, CXCL8)i/E- 1) kA
AT LS 3R A Rtk P s 4 B
A, AL HE M 540, IR KRB & B, CKD
B MIEHHTRACPBIE T AW B hm, R H S
GFR AW RAEIR A TIAHFKP4, Marouga 555
EHITR AT S GFR RIS, ©F
WFFEUESE, CKD 838 WKV T 25 3 3 FGF23
FheEs, NI mHGTR A, S 8 54k
MIEHH TR AR LA B B P O i 1A A5 1 Y
F AR ALHE S R AR, (AL T2 5E
RS, TR U A S Ay ik R, 28 bl 4, HK
PUR F L S RAEF 5 B 5 | 48 55 1k,
it T CKD £ Hr A SREARA, B/ AT Jsl 41k
PRGN M5
2.4 BHEIRIEEF o (TNF-a)

TNF-a 38 5 PN Ay 3222 i Gy 4 i ™ A=
B — B O T I F R EBCR N, AR 2T
B PEAN SE R o AL A T N IR A (g
Y A5 R ) B EHiE, TNF-o KT B
FER I TENE TNF-o 1) E 2R 5 A 17 21 2119,
RN R, TNF-o A HARAEHE VSMC 454k
CKD A8 35 v i T8 55 2R 4, 1M v JC LI K 7 Tt
{5, T TNF-o °] 5 ICHLBEDM EAE ], 2 — 20000
TR ML A S A B, I IR Ak N
JE R H 2 (bone morphogenetic protein 2, BMP2),
U [l P8 & B 2 A D455 1§ 1 mRNA 1Y
ik, M M A E5 ) & AR 1Ak, TNF-aR]

Wit NF—«B #Hi miR-155-5p T 838 12 1
HORYE I 1 A7KF, [ 458 3 NO/ecGMP
T VSMC W 4 5 &F 5k 19 4E R, AT 51
VSMC HJZRBIFINRE S, A 5T R, CKD
BEE AL F RAERA, T TNF-a K5 B )
AE LR T AHIEH, TNF-a 7E CKD R i3k 8
T, [RIEHE A R AE W, NF-«B AR 720 it A
T, TNF-o X L4540 A5 1 SR 45 78 R, T
PEHEIMAT o2 AL SRSk . DL R S5 R R,
TNF-a 25 CKD 35 ML e B Bl R
2.5 FERF4HRREYAERRERLE & | B R(A-FABP)
N& iR 45 & £5 [ 5 (fatty acid binding protein,

FABP)JE 1 1€ lg 7 41206 L 2 0L F i 2L 3
B/ N HEE BRI S LH A —FPRRI R 7, 2
MV ALAAA s | R SN BB I S AL IR A T A o
A-FABP TERNE SO H A 25 EE A REEIE A, H
PR S RN B kB J4 (kB kinase, IKK)
FINF-«B B9 MR s TR MO . A-FABP
T 3 — FR BN AR M O I 1 W A A A TR AT 2

R A [ AR IBCRI L S b Wt (AR Y SR A s 2 AR 1Y
PG, I VAR D A0 g A B P SR R Rk, A
AR HE VSMC 1854k, st sl ks e a1k i
RS BT FI CKD B G A—-FABP /KF
P TE % PR 2H R HL5 GFR A 52 1k ke
Mg A-FABP == %2 i fid F B 17 41 i v i 25 g
IR (1) B NG 32 Fi— R 80 SRE I i LA 5
LT R . B S A-FABP 7K -7, CKD
A YT AW R TR P G =R T A s e
PRI R A v, FRATT AT A3 2o 0 it ¥ A—
FABP 7K S T CKD £ 25 3 ik ok R A Ak 1 72
B, DI A R B A= AE AT 1 CKD S BICVD
P2, [FEF, UMY A-FABP ) A S iE—
AFSE CKD B3 VD HLI, BEi7F AT L ok BH
Wi A-FABP I 5 5 % ok GE 2% 1M 45 45
b &

3 HPHmESL AR KIS E

3.1 HgBxZ(adiponectin)

RIKZJE— Rk B AR 44 30 kD &
Fx, FEEEHA BB AL FBT 98 5 f vy 55 %
FAWI2AVE . WE9E R B, BRI AL AT LA BR
CKD 835 1 L7 oAU A A 0E K P s
X BRI Ak 2R T B R AL R R VR, 3k mT
DL SR RE BRI AE R AS R PSR 6 (growth
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arrest—specific gene 6, Gas6)H)5 8 F- TG PE, MM
BN A= R A5 B A 2R LAR R PIBK/ Ak 38
FEABERR AL A, B AN FE sk i 411 L
2} (human aortic vascular smooth muscle cells,
HASMCs)J T 5 85 AL po i £ P [, iR
AT LA ] VSMC i Ji B A 24 R 2 A R
Tt A B Ak, AH AL AT BE -5 A ) 20 b Ak
B Ak 25755 T8 i A B A0 i 5 % K Runx2
(runt—related transcription factor 2)HJZiAA KM, B
AWFFEHGE, NRIEER T 0] NF-«B {55183 |
TNF-o IL—6 FIAEHEST A M K 5-(U TL-10)4 410
Tl B FOAE 2 SOBE, (]IS 3 AT LA REEAR S A 5 |
AECH S PN B A0 R R R O s, AT RS B R
PP AR YALARLE TR sl = 2 62
AR I ZRAS T, 25 3 IL-6 R B C- L 2K
[ (high sensitivity C—reactive protein, hs—CRP)7K~F-
AT, AT & B s ANl B R AR AR 5T
KRB, 15 CKD BE hEEE GFR ALIIE AT K,
RIDR SR /KL 2 e, EL O IR I 47 =
RN R CKD 3~5 17835 Ao M 1 A5 =
PR LB 5 BRI K- ARG, LA RS B R
RIR SR TE CKD S5 I Ui i &7 v HA Tl
VERI®, B IhREZ 0, NRHR R K- T ] g
Xof N PR ZE L — A S B 1 MR, [ 2
Xof O ML ) — R R4 S0P, CKD A TEAE H B
PHBEAC A, HALARAL T RAE RS, TR
HER 2R T L9 v L AR SOy ) AR 4 5 A A
o B2 EIRSMHEN, BEHEER AT RERL N CKD &
I U i L AE s O T [R5, 9 R RE R R BTG
CKD 7 M5 SC B s
3.2 [fZZE (omentin)
P 2R S — b 3 2y NI T L 25 R
TR T, S R B R A S DDA G, AL A PRl
R 1R 2 A R -1 EEAENIERR
TR R o3-h; SR, S8 -2 e i ok
HERIK. Xie SEPIFFE R LB R -1 n] gt PISK/
Akt HO R AR NF-xB 52 44905 10 K e 14 1
FIB, I M E54L o eAh, MR -1 i ml 5
i ERK/NF-«B 342, T2 TNF-o #0151
EL A P i 8 R 6977 A=, DT i P B 240 i
B RAE S AR T, JEA VSMC A5, 8/
VSMC BB FE b, S 2 BT sh ks a1k
BIFEFISS, e RBFSE R, B CKD BB 1)
PO 5 28 KPR P 8 AR KPR, 7 I R

1T (hemodialysis, HD) /& # H1, W I R 20 kit #
REAbZH RS 2 -1 AP AE00T BRZH B S BT, ) Bsf 7
I RSN ks AR AL Y HD £8 35 rh iR 2R -1 7K
V-5 CVD B R A G R, RIREER -1 B0A
S R Sl ik s A A8 AL 1) HD SB35 & 4 CVD
AR TIIN DR 50, PR JBE 2R A SRy — Tl R A DT 1A 7,
AMERESCGE 5 R AT N BN REREART S koA
R AL A5 22 R JE B AR AR, i ELR e 58
RSO TR S DI IRCR . PR AEHI] CKD
SRR AAEIRZS, DT I8 85 T ) E
1M, DO B 2R A e B I A S AL R Bl 3 v LA
HORME L.
3.3 Apelin

Apelin J&7E 1 I8 197 2H 24 7 A= 1 i D7
¥, R T A E WLOPEREIESS . Ee—F
Hi 77 D ESERR AR R 36 KA IR, Zid %%
FEM IS, TR AR SIRERIRISE . AR 1k
ZIE G E AR AA—I A Bk R 111 B
Z K HH & FE M (putative receptor protein related to
the angiotensin II type 1 receptor, APJ), Apelin fig
BEARCo A OB S E AR SR ARBT SR
B & 43 F ARG & R, apelin i8 AT BEIE
APJ/ERK1/2 #1 APJ/PI3K/Akt {5 5 1 % T 8 R 1k
R, 4] VSMC YRR Sk, DATII SE 2% 1L A5 45
AR HERRST, UL, apelin AT VBRI B
FRANAEE ASIIE Y CKD 3% 00 MATG B4, I
MM VSMC BRI E WE5EIE, 56
ARBKBIR I HD B MLTE apelin KPR A
TR B IR P G HD B B E RS et E
LR E RS CKD B3, MLE apelin &7 2%
FEAIR, ELIMYE apelin 7K P15 K P — S8 55 K -0
hs—CRP I TL-6 HA TSN, PIHAED apelin 2
SJRAESNL N B A3 00 K A R R4, £ HD A
FH, apelin-13 /KBl GFR T R B, [RIES AL
1138 % B apelin 38 3 ] NO & ol 1 i) 37 1 A0
NO AR SAE, TSR R A HOVEFP e,
DU A5 3 apelin 765 IEB H HA Z R R
YERL, FenlJ&7E CKD B Piih CVD I R E
BURAE R, A ] R8N FHRIBYT CVD BYBTHE A5 4
HERT IR

4 B2

CKD B RN &R R 2 —, a1 Z%
M HE A A IFAE, T CVD J& CKD B F 5
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SR MR 1 BA 2R AW, b e s
A ES AL A B 2K 5 0 26 0 IS B0 1Y 2
Ao HR, BEWTIE 5160 058 R G807 T BT 5T 4L
Z, {HAE CKD ML BRI e A . R
BHBEAATXF CKD Ho i 45745 Ak 64 4% A BIL i 152
AR, (BATRBEFR A RE TR . TRA
IR 516 CKD S35 M E5 4k H A9 HARBL
i, T LS i ke #E LARR 5 TR] A L Y 2
YER, ST Aok CKD I A8 45 Ak 4 5 36 1 30
AR5
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