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CCL21 B ES & CCR7 £ ANCA tH¥E
&% EE PG KN A E

SRERIT, 5K B, A/ N oS

WE BHM KGR (CCL) 21 FHZ MG E
F(CCR)7 #£ ANCA AHIME ML R (AASV) B35 I TR 1
FME, 7% RA ELISA J7iEGi 102 4] AASV 5 LU
K 70 {9 1E H % BRZH A0 5 i cCL21 K HAZ 4K CCR7 K-,
[ AASV BB I T RE R [ S | RAE RS AR LA &
ARSI G AN K (IL) -6 JHIE IR SE A F (TNF) -,
FRFEA (BUN) JILEF (CRE) (#MA €3, C4 | 1 40§ 0 % %%
(ESR) \C 24 1 (CRP) AT SPEPF4 (BVAS) #EAT
FHIGPESI T, 4041 CCL21 KL AZ 4k CCR7 /K5 AASV 4% 1Iff
IRFEFRAHICHE LB S 1 s s ik, 4558 AASV UK G
H CCL21 B2 CCR7 7K (276.95 +57.34) ;(85.85 +18.77)
pe/ml B T IE H X B 2H (179.91 +19.45) 5 (54.83 =
18. 18) pg/ml; H 8L J5L 58 o S 1L ¥ B (MPO) PH M B &
CCIL21 F2 CCR7 7K (294.94 +£58.15) 5 (90. 64 = 18.38) pg/
ml & FHHTE MPO B 55 5 (244.35 +46.76 ) ; (78.37 +
13.44) pg/ml( P <0.05) ; CCL21 2 CCR7 /K215 AASV &
# BUN, CRE, MPO, CRP, TNF-a ., IL-6 . BVAS 1F #H 3¢, H
AASV HBFIMIE T CCL21 K CCR7 K FZ AR IEH X, Z
WF TAEMZ (ROC) 45 R & 8K, L3 CC121 K CCR7 /K%t
AASV IEShPE A WINE ., 4518 AASV BFIJLHAE MPO
PR M3E b CCL21 B CCR7 /KPS i 33k, Higkikok F
585 E T RE LA BCAH 5C 3 AE 18 A5 B B 0 A G | I v
CCI21 Jz CCR7 /& AASV S5 1H BVAS B2 F %, X2
Wi AASV B RIS 1 3t LA BB A I R

KB PR 2 BT 5 10 AR AR T M T e
HF

RESES R593.27
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Bt v PR R 2 M B 2 BT K (anti-neutrophil cyto-
plasmic antibody , ANCA ) AP 1ML 45 % ( ANCA-asso-
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ciated vasculitis, AASV) J&—2H LL/]N Il 45 BE 58 9 LA
RAAERRERIER R 24 2 R ol A 5
PEVEGN , B T H R HL I 52 A 12 W TR X, 3 i
R FEA i, 22 A L s e S e, H
il AASV S5 e 2 Wt 76 S it oSl 40 v
PERLAN MR A S DR, BT RO Bt A Ak
Yyl ( myeloperoxidase, MPO) F1 4 H i 3 ( protease3 ,
PR3) X SEAERIE H SPUAAYFRIAXT AASV (35 1Y
Ol PR AR A D A OG0 155 i AR B AR AR
™

VT A S A WF5E ) 2 B CCL ( chemokine lig-
and) 21 VE— bk I 20 i AR SR 20 i 1) o 28
PRIA 7518 PR AP HA B2 &R Hn] LA S 4
EMZAK CCR ( chemokine receptor) 7 pe S iRu Y
HESERE SV 25 22 T M S E P00 114 B A 3ot
P, RPN R AR Y AR L itk — 2D PSR 26
AL T IS 2 A L b B T i o3 B X
LEEAMEIN T1E AASV LT AYRIE LK S AASV I
PREEVIAHICHR BRI 5 28, BRI HOT e A 9o 175 14 52 i)
IR, Ryl PRAZ Wi S s D 155 07 sh B HE S B

1 #HRRFGE

1.1 FFsExtg& gk 2018 45 1 H—2021 4E 12 H
LRYERF R 55 — B8 I B X S BE ANCA A
S A R AT BE e 102 4], Horb B4 66 1), Lo
36 i, AR 22 ~ 77 (48. 44 +12.40) % T &2
Wi 243 B DL R A A A 1999 4 55 [ X
S LA RS bR I 2012 4E25[E CHCC ( Chapel
Hill Consensus Conference ) Fr HES . HBE G IS
SR BT A A 07 R 16 B 4 ( BVAS-
V3), AASV 3% th BVAS 1% 31 50 4], Hid MPO
FHM: AASV HRE TG s 39 ], PR3 PHM: & 76 sh i
10 11, $EHT I B0 S 1 4, 70 1 K ) R
2 P ARG H L BRI AT R S50 S R 9 o R A
SEAVLHD, 22 RG22 L (P >0.05) , fiFEXT A
LR VL SO RS RARE S PN LK s
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1.2 iKFEME BT CCL21,CCRT il &
Yy 3 E R&D systems 23 7] $2 43t 41 ifg [K 7 TNF
( Tumor necrosis factor) -o, IL( Interleukin) -6 25
£ 44 H € 1 Biolegend 72 F] #2 ik, CCI21, CCR7,
TNF-a IL-6 il 7% A ELISA ¥ ; ANCA BT AS
W CIOF 32 ) VR S P 385t s MPO | PR3 (fk 22 &0t
20 K] 2 0 P AU T R SE 28 F R eI 2
AR, 2 [P R S  FEE RRSEA A
Sptingter XL; 4= H B fb 2% & OEAL Ry . 3 R A B il
Kaeser 6600 ; ¢ 3t 2 fBe A4 54 . #E[E EUROStar 111
Plus,

1.3 WRARMRESKHI R SR Rl
ﬂ‘ﬁlﬂl,?} 500 r/min &> 10 min ﬁ‘%[ﬂl{%, -80 C
TRAEFRAEE T ELISA £ U, ANCA SPTJE R H] 1R
R, S B I I 7 9 Ol 3 B R AR R, ANCA
LS E MPO FIT PR3 cutoff {543 518 1.5 Fi
2,C3.C4 . BUN,CRE . hsCRP % iy 2 1k % 42 it
ESR ¥ th I e 2= 2 41

1.4 FHItZ4E BI85 PR SPSS 19.0 421t
BAE AR ORIDL x5 20K, SEUR AL ) P 0 HL AR
FHT7 20087 , AR Pearson #H ¢ M43 4, Tl
YrfEm 2 1 320 TAE M2 (ROC) 4387, DL P <
0.05 WZERAGIFE XL,

2 FR

2.1 AASV EEREEMNBAMBZH CCL21 B
CCR7 7K AASV BF ML H CCL21 f CCRT 7K
-0 i TR BB ZH (P <0.05) ; H MPO FHPE4H
CCL21 J2 CCR7 K F-¥m F AASV Hit i )5 MPO
FIPEZL (P <0.05) ; PR3 FHM:4H CCL21 7K VB &
F AASV HH#IJF MPO (PR3 FHTE4H (P <0.05) 22
A G FRE L MPO B4R PR3 FHMEAL CCL21
Je CCR7 AKFTGE2E 27 (P >0.05), W& 1,

2.2 AASV #2E1iFEH CCL21 K CCR7 KE Sl

F1 AASV BEREEXRA

FRIEFRAIMEE M S CCL21 M CCR7 KFH 5
AASV & I35+ BUN CRE \MPO ,CRP  TNF-a IL-
6 IEASE (P <0.05), M5 AASV & MG+ €3,
C4 PR3 JTLHHKME(P >0.05) , W3k 2,

2.3 AASV EEMiEAH CCL21 & CCR7 /KFEHIHHE
KEESM  AASV BF LG T CCL21 [ CCR7 7K
EIFAHX (r=0.439,P =0.000) , WK 1,

200
140.00 R #:1£=0.439

120.00
100.00

80.00

CCR7(pg/ml)

60.00
40.00

20.00
150.00 200.00 250.00 300.00 350.00 400.00 450.00

M3ECCL217K F-(pg/ml)
El1 AASV £2#FImiEH CCL21 B CCR7 /K FEHE XML

2.4 AASV EEMiEH CCL21 K& CCR7 KFE il
WBERIE SPE NS HT « # 2AEST 3 ik
B F CCI21 2 CCR7 KA MR 5 AR 7, AASV ¥
WaiE SR RS AR (1 = SR TE 3150 = IR R
JE), %4 ROC I (WL 2) i85 R Bon , CCL21 K
CCR7 7K T < 95 185 2h % 9 AUC 5351128 . 0. 814,
0.8, W#E3,

3 itig

LR CCL21 S CC HE, E ML T
IR EL AR PN R Al A = A, cel21 5z iR CCR7
255 T R AR 5 R 20 M 75 A6 B I 05 AR S Y
b 2 R 20 L S BCCL2 145 M3 i, 1 CCL21 X

& CCL21 B CCR7 7KF (pg/ml)

a5 s — U

WeETH FAH e H FAE
AASV 102 276.95 £57.34 " * 187.57 85.85+18.77** 148.08
MPO FAE AASV 54 294.94 +58. 15" 17.08 90.64 +18.38" 10.55
PR3 BHM: AASV 18 277.44 +47.11* 5.67 84.59 +23.37 1.41
SEHTIFEBA M AASV 31 244,35 +46.76 78.37 £13.44
fele %o R 70 179.91 £19.45 54.83 +18.18

HIEH XA . © * P <0. 01 ; 5P AYE AASV 4 HE . #P <0.05,%P <0.01
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CCL21
BHL;
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i
#
B
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0.2
0
0 0.2 0.4 0.6 0.8 1.0
145 R
B2 AASV ZEMEH CCL21 K CCR7 7KF
T B & SR E ROC B4 E
F2 AASV BFMiEH CCL21 & CCR7 KFE
5iaRistRmHE X ED T
- CCI121 CCR7
e  fi P fi P i
3(g/L) 0. 190 0.056 0.162 0.105
C4(g/L) 0.161 0.107 0.168 0.092
hsCRP(mg/L) 0.363 0.000 0.286 0.004
CRE( wmol/L) 0.311 0.001 0.255 0.01
BUN(mmol/L) 0.224 0.023 0.232 0.019
bvas 0.469 0.000 0.419 0.000
ESR(mm/h) 0.231 0.020 0.005 0.959
1L-6( pg/ml) 0.497 0.000 0.208 0.036
TNF-a( pg/ml) 0.418 0.000 0.206 0.037
MPO 0.219 0.027 0.231 0.02
PR3 -0.045 0.655 -0.076 0.447

HE— 25 P00 W SR A0 M, T B IE Sz A R[] 9 1 AR
FHPT cc121 H5HZAK CCRT 454 )5, i AT I B4
B A MR TNF-o \IL-1 (IL-6 55 43 E 4t fifd P55
3k, PHIAHSE B 7R 8 LA AASY B35 17
h CCL21 5 H 32K CCRT MRk AKF, i H 5
AASV A5 A OC 4 8 bR B 1 Bl YOG R DA
EATZ RN SRR IILE AASV S & e (1
Mo

AASV VE R —FP RGN R, B K4 B 4%

ar B/ (BLAE/NERIK NSRBI ) | it
TR R 1) 8 i 20 M TR - LA BT T 52 2 6 W vk 4%
WA E S, AW LI, AASV 835 1T
thCCL21 K2R CCRT MY A/K W BT, o
HAEHHUE MPO LA & PR3 BV AASY 8 2 117
HCCI21 5HZ K CCRT KAz 0y S 1 2454
g, $&7R Bt MPO T4 DL Kbt PR3 ik iy = A=
FIRELE & T2 7k B AIMITE A B s iy B0
P P R B 4 B 9 S A ) 40 G 8 B g, 1 T bk
EXL 200 i B it A8 PN Bz A B i B Vs Ak, R BOE AL R T 1)
i —RAE fif CCL21 5 AZ{K CCRT ByFREIKF
FrEp', mFRA AR ] DR NET (ks
AL M N ) 308 2 98T A R 2 bR 20 B T v
BOPE T 4UMa L) | LAGHBY B 4ui =R AR v B Bt
& MPO-ANCA TIHES 53] MPO-AAVS [ A& i 2
i

CCI21 F 22k CCRT AKSETH & vl fe il 1
sl e T A | DT e il | B T RE a4 , a2t
— U] T CCL21 K H AZ K CCR7 7E A sl 4 ik 24
ZUIE AR AN P Fta Ak N 7 i ki 21 - E Y
VERR, WIAE R 98 i 05 sl (0 T B2 48 AR . 7E RAE SN ad
i, cCcl21 S5HAZK CCR7 25151k B iKEL40
JL T 9 EEL 200 A, A 200 AT 5 g 40 o SR 2 440 i
WIS SEEICAL T MR 2= RAEH L, inf
TRIER &A= R ERY S CCL21 3 7] DL it 5 40 i
fEZR I B ZAK CCR7 454, #i% PI3K, ERK, JNK
F1 p38MAPK %5 Z Fl {5 538 i, X 4 i 2B & 401k,
PATHEAT IR S 5 N B A R R -2k (R8T
A I AE R AE B K, A5 ARAE N A G 8 440 5
FRHELE AR, S U A RRE Y & AP cel2l &
GPR174 (I#a1k 21K, GPR174 ]2 5 B 4l /r 1Ll
WAk, R R s AR CCL21 W IE W) B 4T
B SR e s

AMF5E K& B CCl21 5 H 3Z {k CCR7 /K78
AASV I3 H 2 AR OG, FRATHEI CCr21 ] fig—
Jy T I AL bk EL AN AR A T 40 S
G BELHML , AT IS N7 SRS | I TR B B AR 2 2

F3 AASV EEIMiEs CCL21 & CCR7 7K E il i iE shiE B i 25 47

A3 AUC AUC 1) 95% CI prifiiz P1E e AE R {E RIYE 5 EORCRF
cCI21 0.848 0.771 ~0.924 0.039 <0.001 284.63 0.814 0.857 0.671
CCR7 0.821 0.735 ~0.907 0.044 <0.001 85.79 0.8 0.846 0. 646
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it A 2 A A B R B R 0 SE R T A1k
R 19 2 38, DA 78 R ORE B 36 58 R 5 0 R 1E
P cer21 ifnT LU i 0 CCRT S2 M i) Y 2
20 B B A S 00 A5 A B, 32E— 25 R 1 U
PR AR AR B, AR AR R B R A
HAE MR T ECH MR FLAR CCL21 9 mRNA 3R
FER S CCR7 ) mRNA 3R 35 B F IE A2, Bk
CCL21 4338 3 JE A0 I 45 85 U ( Extracellular
regulated protein ki - nases, ERK) %5{5 58 1%, 521
EMT I A 9k L A5 A i PR R 356 o o 4 3k P )
FeIk NI N A0 M B S ARG A TR R R
JEARVER, S8R kR LR

CCL21 K HAZ K CCRT K514 AASVY Ji5 it
6 SIS R A BT 8IS S PRI 4> (BVAS) = A G,
Vi CCL21 K HSZ A& CCR7 /K FRT LIVE Ky AASV T
e PEM FE AR, ROC i £ & B i 3% #4 Ak I 1
CC121 K HZM CCRT ikt AASV 1 sk 15
M) PR 25, 2 W T 0 R S, b RO S P AG T 45 S —
9t — Ul vE Bk R T cci2l B H Az (R
CCR7 KA e 5 T AASV i &0 i 72, i HLAE
AASV 1 16 8h v k15 25 AR

2k LRTR, AASV BE Mg H CCL21 K& CCR7
KR RIS, HFR IR X2 W AASV B T =
W IE S E B EE MG RN A, B EAR R
W nfal i i e ik, X ANCA AR & 1 45 4 o
IR HLA L N HAME
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The clinical application value of CCL21 and its receptor CCR7 in

patients with anti-neutrophil cytoplasmic antibody associated vasculitis
Zhang Mingming,Zhang Rui, Yang Xiaoke,Shuai Zongwen
( Dept of Rheumatology ,The First Affiliated Hospital of Anhui Medical University ,Hefei 230022)

Abstract Objective

To investigate the clinical application value of chemokine ligand ( CCL)21 and its receptor
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E T ICG-R15 AT B FFERF VIR R g
BT 2= 18 /Y 51 2k B Il [ 91 i) 42 2y

TR, IR, % B

HE HBM  HET ICG-RIS @7 4T (HCC) FFYI
FRA S5 I 9% ( PHLF) (#9571 28 151 ( Nomogram ) Il PR TSI A A
ik EEE ARG Y BR AR B9 219 6T 40 i 9 2
H G R GERL, Logistics MR 4 PHLF % A4 1 /& W H %
A7 H PHLF % 4E 1) Nomogram A5 B | - 5 4% A AU [
BOmBRHETN S, &R AR, ICC-RI5(O0R =
1.07,P <0.05) .PLT(OR =0.99,P <0.05) .INR(OR =1. 50,
P <0.05) HBV-DNA > 1000IU( OR =2.26,P <0.05) ,AFP >
400ng/L(OR=2.60,P <0.05) . F M FR(OR=0.26,P <
0.05) PHLF ARG HE, LIk FH# 7 T Nomo-
gram TR AL I3 43 ROC 5 DCA 43471 & B2 A0 T %
BERIIRM E R AA G B AE, 4538 3T ICG-RI15
FE ST 20 I & PHLF B9 Nomogram Iifs PR AR 76
KRR AN g 5 U R gt T e B s SR S
N %

hESES R735.7
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T R 9 2 A 3R UL S e g, 7 4 BT
MR AT S A e HEA T A Y e T A
J& (hepatocellular carcinoma, HCC) 5 H:H1 {4 90% LA
B FEIBR AR R A T IR S M I g 1 E AT
o UTERAER  BAE HOR M & IFUTR AR 42 4
BER S ARG I AE R AR . Ho i
Y1 Bk KR J5 I 32 3 ( posthepatectomy liver failure,
PHLF) J& FIIBR A5 f ™ 1Y I A0 . TR IR R TAF
1, Child-Pugh 1743 R 48 AR 1AL (model for
end-stage liver disease, MELD) | 5|t 4% (Indocya-
nine green, ICG) 15 min }&§&5L5: (Indocyanine green
retention test, ICG-R15) . FH&EH - HHZL KI5 (al-
bumin-bilirubin, ALBI) % T 0 #% % 4% B F 131 0
PHLF F & Az, {H X SRS Y 35 47 5 4% i Jm BR 1
I, BRI PHLE T 47 32 , 5 i PR B
I IE AT 5 T AR 2, I I 2 i3 8 %
JFVIBEA G TS 1E L, IAR TR AT bR, AR T
5 IR RIE S5 AH G R R X PHLEF & AR B 5200, 42
WA G R R &K, @57 T %1 26 B ( Nomogram ) 15

chemokine( CCR)7 in patients with anti-neutrophil cytoplasmic antibody associated vasculitis. Methods

The ser-

um levels of CCL21 and its receptor CCR7 were measured by ELISA methods in 102 patients with AASV and 70
healthy controls. At the same time, the correlation among the CCL21,CCR7, MPO,PR3 and general laboratory in-
dex of TNF-a,IL-6,BUN,CRE, C3, C4 ESR, CRP,BVAS in AASV patients was analyzed. Results
levels of the CCI1.21 and CCR7 were significantly higher in AASV patients than that in healthy controls[ (276. 95 +
57.34) vs (179.91 £19.45) ;(85.85 +18.77) vs (54.83 £18.18) pg/ml] (P <0.05). The serum levels of the
CCI21 and CCR7 in MPO positive patients were higher than those in MPO negative patients[ (294. 94 +58.15) vs
(244.35 £46.76) ;(90.64 +18.38) vs (78.37 = 13.44) pg/ml] (P <0.05) . Moreover, The levels of the
CCL21 and CCR7 were similar to those of TNF-a, 1L-6, CRE, BUN, CRP, BVAS and MPO in AASV patients,
the levels of the CCL21 and CCR7 in AASV patients were positively correlated. The serum levels of the CCL21 and
CCR7 were found to be predictive of AASV activity with ROC. Conclusion The serum level of CCL21 and CCR7

in AASV patients increased significantly, especially in MPO positive patients, and related to patients with renal

The serum

function index and related inflammation index. Serum CCL21 and CCR7 are the influencing factors of BVAS in
AASV patients, and have important significance in the diagnosis and judgment of AASV disease.

Key words anti-neutrophil antibody ;vasculitis; perinuclear type ;cytoplasmic type; chemotactic factor



