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[Abstract] The annual incidence of chronic kidney disease (CKD) is rising rapidly in China. Tt
causes a high economic burden on health system. Vascular calcification (VC) is one of the major causes
of cardiovascular adverse events in CKD patients. The formation mechanism of VC has not been com-
pletely elucidated. Microinflammatory state is closely correlated with the formation of VC. The activa~
tion of monocyte phagocyte system, the releases of tumor necrosis factor «, interleukin, C-reactive pro-
tein and ratio of inflammatory parameters may participate in the occurrence and development of VC.
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H #1776 7 48 P B IER (chronic kidney disease , CKD)
I 93 A S Mk e e A H T IR RO A
KT B W 1236 , R 2 AR 5 9 (end-stage renal dis-
case, ESRD) WA A 3 4 . ESRD J2 48 th Z Fp fa 6 1 % %
OB LS5 A B D) e S H 8 3 H UL L, I ELG i B 3 R
S Y — BRI Z DB 90 d 4351 2 Yl Ak 5
BNERE R <15 mL-min™ - (1. 73 m?) " s & F F it E
PRaE) . ESRD B H H TR A dr i B E IR FRZ
— {5 2 2 355 I 3% AT (maintenance hemodialysis, MHD) ,
IR RGN T B AT R MHD SR 2 i Tl

I A8 T S ORI ARG 0 A SR A 25 R R , MHD
SR AR SR 0 2000, LUl BT 3 30 48, T i A
FEAL (vascular calcification, VC) Il & S5 BUHX — AN R 45 )5 1Y
FEIFHD, VCEBOLME RS P T 5584k, B
TR DAy, 3 46 40 Ak ke VR T 45 A IR h i DU . 3
AR R I, VC J&—A> 52 AT 45 2 A0 IR 22 R 4% 09 B 1
o Bk, &R CKD & 3 148 45 4k 1% & A W45 00k
WL,

— .CKD # 3% VC 7 s AL

VC ] kA A5 R BRAT R, P9 RS 6 5 B A =
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K, Wk 22 AR T B ks R RE AL A R, R RS 5 Bl bk
SRRERE Akt R BB ARG, T RS Ah 25 R T ) DR Ak 5 UK
A ARG, DTS 0 T et o A8 9 5 32 45, IR B0 1 A
TR R A5 2 53 B PRG ESRD A7 561, 7
CKD & AP 2 AL 4h T B 4 3k I [ 77, S 8UR
HoO LR AL NS B, X T VC I SALHIH A A
I 357 3k A R B AN BE R S — SRS (s Bl A,
FAR T LUR LA 7 18« 5T L3 B AL s S T
FEEE I AL AW IR S AR S T i Y S
il AR A S

L IRIAEMER  CKD B F RS MR E TR, IF A hE
W R PN A BE 2 A TR HE A P 40 PR T DL R B DT
TG B ™ Az B A Mk ash o, 9 1k 8 ol 3 AL AR 174 928
FGEHAME RGBS , BRI N R SER S RS A
FHEE N A K (interleukin, TL) it 88 ¥R 58 K T o
(tumor necrosis factor o, TNF-a) . C 2 i 2 1 (C-reactive
protein , CRP) & 4 AiE PR 7 8 il B 5 2 7 s 4fl i 3R 42 %
7 CKD B R P9 AUA R s i, 7 A K vs MU
FE AR IR G AE 7 A BT A A BT, A B E A
R, LR 2 T VO R,

2. WIRIES VCEE  (1)CRP: CRP AR N —Fl 54
TBe ] LUK AL AR A0 Y B 25 B NG B 1, 28 AT AR I o3k, 7
R YL oL B 0 2 VER, 8 Lo /B F R TTA S CRP
B SRR FEAR PR A AE TP B A AR RS T 1 CRPY . BIF5E
KL, 7E MHD B3 VC 20 CRP Fk 800t IR0 s, 1
o1 CRP 5 TNF -a, A2 41 M8 fh A 11 -1 v 3 2 Bl 3 TR A OG
CRP 3 228 A1 3F 1 85 - ¥ WL 1w i B Al il R AL Gk 2 5 VO
B, — 4 AL A (nitric oxide, NO) B A 1145 47 5K 2 g
CRP 38 3 30461 NO Az 5 DA B I AR 150 vk 20 i3 2, 0 i
FEE VCIE B, CRP 38 0] LA 32 0 354 PN B 400 e 7= 2 28 B PR 7
HERFEEHURRE . CRP IR ()3 20 S AE RS L0 . 1
RERN, 25 VCEA, 1A, —T3E T AT 5T R0,
CKD 2 5 FUR 5 BRI R T vl S 80 PR 8 2R BRI
VC, CRP 55 HR 55 i 98 28 K SF- T 5 R B8 38 1 i 62,
A, CRPl T ZFPig 25 VCIE B, HIFA HA& R 7t
(2)IL: IL J&—Z7E AR S I ] # T B3E H R 40 A 7
— S0 20 i PR T A R 0 A v LA R A R e i 4
Moy ek fk VC KB BRTEFIE &8, I 4 A e 4P TL
(IL-1B,IL-8,IL-6 , IL-18) 4L 4 1 1L (IL-37 . 1L-35 . IL-2) Al
PR GE (IL-17)3 35 TL-1 A TNF -o 38 12 52 00 1 55 BE i
#% A -«kB (nuclear factor«B, NF«B ) 2 A& B AR & [ (re-
ceptor activator of NF-KB ligand, RANKL ) & ‘& " % (os-
teoprotein, OPG) M) fig , B VC & 2, [A] i RANKL 4 7]
VAR 198 TL R 263k ™, 3530 0T DL i cAMP . BMPR2-
INK A5 Sl %25 VC, Pri M40 -1 IL-37 AR X 53
+ [ H A 24 000, & T IL-1 418 05 1 — B, & cas-
pase-1 b F T (Y AR ER (7726, BRI IL-37 M BLBVE RS . IL-
374045 5 A (TL-37a-) , VB R FLA 40 A P9 A 41 i 41 ) g

A AL R 0T SR, B TR TL-37 WA A A2 ik 3 Bk o ke
AL PR 7, B Sk i DR AU A B A R IR T A W A
JH, TL-37b 7E JE i 50 Ik ok A G5 £ Bt e 194 900 1 448 I v ok 32
1=, FH UL HEWT 1L-37 T BE 2 S5 sh ks A AL TR . (BAR
PR — TR ST K 38 A 451 Bl Do /N BREE 23R 7, X/ R4
PN B3 K A A B A B e 1) B b 2 R, B e B KR A
T4k 7= A 0 e A o TL-37 AR BRI AR . ) — 98 R0,
TEAIJE LA A% A b A /T3 RNA ] TL-37 B9 5
AFHEINAE A TR A, 2P E T IL-37 2 A B R AE
HR AR 7" . OPGJ&—Fhas kil 7], —I0iakoT 6
SRR SRR B KRR A2 A B, o REIR 3 R fh 4 A o
W IL-37 B & T+, 1L-37 5 OPG W Ji B IEAHSE , R 1L-37
T & 2 fi sh kS A o 76— 51 200 191 8 35 BiF 5% v itk
— IR T 3K — 1, 7 R AR B K Ak e TL-37 7K
T T R PP R AN R 1L -37 5568k 3l ik s 85 koK
SPARSE Y TL-37 T AR Jb s/ 3 A A0 AR LA 6 A0 L 1A
U P Bz AN A A AR B AR AR YRR R B 43 10
IR UL S0 L g A R e e 67 LR R ) S0 Ak ok
BEREAE AR B RAE), TL-37 ZEM SR 41 P 8 2o TR 5 5
FEAE T, P B2 A M PN R 0 AR A sl Ry — ] I8
BRI, TL-37 58 1 F A £ LA ML A4 11 R CD86 LA
1755 Treg #0G , FEMAEHE T1L-10 283k, 0] VO E B A ol 5%
A R BB B LR ARG e B TL-37 7 1M
1 NUN 223K 30 38 D 28 o0 ok oA A T A R B b %) e T 2 e, 40
40 TR e R B AR E Y, B, T TL-37 A T
VC 2 Mt—E 2 Wik , 8 1L-37 B H F G K L VC IR AT
it 2

3. PR A I 40 (mononuclear phagocyte, MP)  MP %
GEAENE SR P S e N 1Y 175 5 5 R R SR R —
RFREN PRI R AN, 3B B A0 A% A AR
ZERANA . BT 2B, 76 2 DK R A AL A5 v 1l 5 B PN
RAE R HEE AL B A0 M A ES ORI T Y E A 2 5 45
TR AR RIB B, BEAERFSE 2R W, b F CKD1~5 1138 % 5l
VKSR R R A B B b BT AR 45 v 1) B W IR, AP AT
EEAC A B PR 27— T, AR A I 4 3 e 4
1fiL % W AIL4H IS (vascular smooth muscle cell, VSMC) H
25 % 12 5 1 2 (bone morphogenetic protein-2, BMP-2) i) &
ik [R5 A BMP-2 #1551 S ML T Gla & 1 (ma-
trix gla protein, MGP) i 335 2 3 T R, YL 5 VSMC A1 &
FEH LRI S 5 LR IE . o5 — T 1E, VSMC 355
Sif I 200 P T8 Y 30K, X AT BE S ad R i VSMC A &
I R EE 7 2R3k AR iE VSMC F A4k bk Rl 4 g 26 2, i
W S5 VC R U5 R S v A1 % Ak
S KT 2 o 2 R B B MG P R4 I R T, ik T
2 I AN S S A KR AR, T 5 1S VSMC MBEBR A2
PR A, BRI S TNF o IL-18 F1 IL-8 (17 2F
B A TR P Rz 2 ) ST R B 2 L B S AR 1k
VCP o CKD i35 5 2 A7 7E i A 92 A L 1 o5 515 1L 55
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W) JoT R A, A 2F 15 5 A48 R i 5 A DR i STO00A9 I REK 25
VYT, A AR, nid 1 CKD &3 VCIE
YL R R, VC MTE GE B FEREE VSMC PR 40
TR I e A 92 I I 2 I R A A 6 T 2 9t T AR B
AR TS AL AH G BT, IR LIS 0805 390 B AR 0 P 0 il 0 12
o3 25 BT A 11 WG 4 M A0 , 638 S ) B A 200 L/ 5 s 240 i
U T R TE AN 58 4 0 T S A0 T 0 I A S A (T
0 AR T R S ) 0 I I 4 L e S T R Ak
AR5 VC KA, M1 HTM2 AN AR Ak B AS - 25 52
PAE SR YR . Rogers 25V BIFSE & 81, 15 58 200 it 38 o 52 i)
AR 200 e R OO RH  J56 R0 0 Ay T T P W R i 1) R
HETT BB AP RE 324, 518 VC kA o BETEWTIE &
LML E A LA R M, 2 5 T S I R AL R
G AL BT B R, T I 4T R adE A T B s 190 mT i AT
ZVCIERE,

4. RIEHEPRILIE  CKD BF AR NIRRT, S
JE R GERE TG | 22 P A E IR A8 i 5 e 4k A v e 4 e 5
8 Z2 bR 20 RO el o SR PR A R A A R 2
HETS R /N R 22, SRR (R E VC RS, A, T ik
P14 PP A 4 T8 09 1 S 7 ) i ek 4 T A R
G IR AR ARG 4300 33 B A AT LAKG SRR PN R 4 -, (2 adF
LB KA RE AL TE BRI AR B AR E S, B TR
7 40 i 5 9K B 40 it LE {8 (neutrophil to lymphocyte ratio,
NRL)Z MR BT 4 AT R A — A8 3R 1 %
TMERR . BAA IR, NRLAE A I AE 8 FR e R
O AN BRI PE G A T 3138 , AT TR i K A VR
JEUL R 5 RTINS  Turkmen 5 BF 98 260, 18 11 NRL
AT LAXTF MHD 825 56 bR 3 ik A K i 3= 3 ks Ak i 47 0
H A — A~ B rpry BRI AT S8, 7605 B s ' T 08 5 2 17
MHD i 1, NRLAE VAFAA7RT7 1 B8 T HoAte AR
YRR . — TR R PR B TR YT =6 1 H
) MHD & ' ,NRL 5 TNF - S A 5 —TRroe
BT 62 i[RI RE B 32 URGE BT T =6 4~ 7 1 MHD 35 1
NRL AL /N5 3k B 41 A L AE (platelet to lymphocyte ratio,
PLR) , #f 55 %W, 5 PLR<C139 {9 [ %% AH tE , PLR=140 19
MHD 4 1 NLR . IL-6 Fl TNF-a /K V-3 715 . 15 NIR
AHL, PLRAE AR St RAEHE A7 , PLROKEIH R AT REAC SR 0l
ANKR 3L B AR R LA D . s PRI 5T R B, PLR
5 MHD 35 ORI AS A ) ™ SRR EE ARG, BEAEMF SR,
4 PLR=>83. 18 i ,CKD 1~5 {35 1 5 4E R AL - bl A
PLRIGINZAE T , 2B PLR AT AR CKD .35 5442 K
FET- MW EWAREY Y . WF5E &3, = K ¥ NRL J&
MHD 8 # & FFET- R R F 2, M PLR KE T =l BE H
NRL B A7 4 T 1 A S FE R RS T 45k 5%
RIN, TENE BEZ AT 88 I 3 B kA Ak PPAL 77 T, NRL X PLR
AREIFHNIZWAN B . FRAZ A5 o %% HE G 25 11 BE T e LB
(monocyte-to-HDIL —cholesterol ratio, MHR)AE #7244 4iE )2
NEAR D), S AU PN IS RE S i 2 07 B e AL R SR VIAH G, B

AN AR T REREAEL AN AR , P9 R A At a2 A AN 5 Akl
WL, 05 200 i ok R o AR 5 | A A o g o R, i
T IS0 VA 200 6L, e 2 R Ay BT ) 8l ke AR T A B Bl
o 2 P N R 1 O 1 Pl A PN i T 338 1] 38 5% &8PPI, ol R o

BT A T S A 0 ) A U I I AL RSP R0
N, BEAERFST A MHR 5 35 sh Bk R i A ¢, T
TS B 6 O R R IE I, e se R W, 7 CKD B g
i, MHR™0. 3478 41 % MHR<20. 3478 21 4= £ X W] B 11K,
$2 71 15 7K S MHR 39 5 CKD #3250 8 A B 35872 K
K=, 5 CRP %l 50k &5 45 bR A H , NRL . PLR \MHR
SERAE L ETE R, X F CKD B3 VO I PEAR IR e HAT R 57
PEE TS, 7 B — R AT

= 4EiE
Bl KSR A Ak 6 A L HOE BEB 2 VC B R CKD

FRRAE BN, S 0B 38 O MU R0 05 3 B L 568
X F VCIE AL DL AR 2 ) i Wi 5% A5 0 S FE B,
CKD £ # VC I BUE—~ 52 Z 0 0T A BIR P I 7, FL g
YA L (1) BERLAFD 2RE A5 (2) i i2F VSMC [ 8 4
Ji B A AL, 5 (3) JETSE VL IE AL (4) AN AL A5 5 (5) A%
2T/ T W A0 AN 5 4 - A A0 [ 9 9% VC A TL-
37 BAPCRARPVE, AT VC LA, 3 T 1L-37 #il BA
FHEE L LG RIEARICH CRP NRL K PLR B 2:4%) 12
N F CKD B3, SR M e f Gibr A HR PR, CRP Y
O 52 22 Fh P RS A AT e S MHR AR R B 2%
RAEFRBR , 76 VC 71 BN A E 55 i — 258 . R NLR.
PLR7E CKD & # VC P AR iz W58 (A4 e 22 T
Z T CKD B i HER PEE R . % T CKD 3% VC MR IE
Z RV 1555 30 fif S A AR AR — A BRI PR A, I R 5
e T R R B S S AR IC . B R
B A DbRic ) AR FA YT RA T R T I i
— 3 TAEE .
FUREMZE A I WA R 25 e
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