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CXCLI7 EIEM ZEMREBEEFHEURESFREHEMFTELNXE
BUrF HEE sk

[(# ZE] BH ®1 CXCELETFRKIRBCEE 17 (CXCL1T) 7E18E B4 (CHB) SB35 rh (33K F L 5 93 75 2 =2 AT 21 4
R, Ak BEEL2019 4E 6 A % 2021 4F 6 A JUILHiSH— N REEBLAFREHA ) 50 4] CHB 38 40 A G52, BRI 50 4]
TERFEARRF I AX IR, LALLM CXCL17 7K, R Pearson AHIGPESTHT CHB B35 1MLl CXCL17 7K P55 4 U6 2§ (AST) |
BNEERE(ALT) v - S &S IEE(GGT) (B FER (HA) MBI ATALJE (PCIL) J2A5EE A (LN) IV B JE (CLV) 2 BUR 5
JF 4 (HBV)DNA {56 R . R B HEANREL BEMLIE AL 20 4] CHB 835 , 2R ~F10Y7 6 1~ H )5 ,HBV DNA <500 4 U1/ 2 i, #6rll
MYEH CXCLI7 #ibE1H0., &8 IS4 CXCLI7 ,AST ,ALT .GGT HA .PCII \LN ,CIV /K5 & F % R 41, CHB £ 3% Il /M
(PLT) /KPR F X IR AL, 25 53940 Ge it 2438 3L (P <0. 05) ; Pearson A5G AT B /R , i3 41 1L 3% CXCL17 /K5 PLT 2 HAHK (r=
0.501,P <0.05) ,5 AST ALT .GGT .HA .PCII .LN .CIV .HBV DNA 2 [F 4834 (r =0. 653 .0. 486 .0. 306 .0. 610 0. 512 0. 402 .0. 412,
0.447,P <0.05) ;3497 )5 ,CHB /&3 HBV DNA <500 % Il /Z FHH}, [fiL7f CXCL17 KPR TFIBITRT(P <0.05) . Z5i¢  CHB B &I
1 CXCL17 /K- 5% F85 , CXCLL7 /K ARk 55995 B 38 dat 2R A O, I RPUR BEIR YT AT LABE AR CXCL17 /K-,
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Changes of CXCL17 in patients with chronic hepatitis B and its relationship with viral load and liver fibrosis
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[ Abstract] Objective To explore the changes of CXC chemokine family ligand 17 (CXCL17) in patients with chronic hepatitis B
(CHB) and its relationship with viral load and liver fibrosis. Methods A total of 50 patients with CHB admitted to the Department of Hepa-
tology, the First People’ s Hospital of Jiujiangfrom June 2019 to June 2021 were selected, and 50 healthy subjects were selected during the
same period. Serum CXCL17 levels in CHB patients and healthy individuals were compared. Pearson correlation was used to analyze the rela-
tionship between serum CXCLI7 level and aspartate aminotransferase ( AST) , alanine aminotransferase (ALT), vy — glutamyl transpeptidase
(GGT), (HA), type Il procollagen (PCII ), laminin (LN), type IV collagen (CIV) , viral hepatitis B (HBV) DNA in CHB patients.
Twenty patients with CHB were randomly selected by direct sampling method, and after six months of entecavir treatment, the expression of
serum CXCL17 was detectedwhen HBV DNA was less than 500 copies/ml. Results The serum levels of CXCL1, AST, ALT, GGT, HA,
PCII, LN, and CIV in CHB patients were higher than those in healthy subjects (P <0.05), and the levels of PLT in CHB patients were
lower than those in healthy subjects (P <0.05). Pearson correlation analysis showed that the serum CXCL17 levels were negatively correla-
ted with the level of PLT (r= -0.501) in CHB patients (P <0.05), and CXCLI17 levels were positively correlated with the level of AST
(r=0.653), ALT (r=0.486), GGT (r=0.306), HA (r=0.610), PCII (r=0.512), LN (r=0.402), CIV (r=0.412), and HBV
DNA (r=0.447) (P <0.05). After treatment, when HBV DNA <500 copies/mL in CHB patients, serum CXCL17 level was lower
thanthat before treatment (P <0.05). Conclusions The level of serum CXCL17 in CHB patients is abnormally elevated, and the change of
CXCL17 level isassociated with viral load and liver fibrosis, and clinical antiviral treatment can reduce the level of serum CXCL17.
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B R R AT AN AN s 2R S TR, A g R,
JHELAR AL RE % 23 Wb AL IR 7, W] AT DL GA 2 Fhia
LA 7214, 5T b B VI oG . #80r atk R 778
CHB E& s ik, JF B -5 B D RE A 25 2
A3 MR, CHB JBE IR YT B V70 TR /4R e = T 4
WL g 2% 48R, CXC @b ¥ FREH: 17 (CXC
chemokine family ligand 17, CXCL17) &1k A T F %
HTLOY, A PR PO Ak A A i 5 o 2
Jf1 55 Z A IIRE | RERS A HE R A f 52 200 S ( B AN L AR
R 2 R I ) B A B S R AR B B, A R
e bz A e s . kT, CXCLL7 75 CHB f&
B R FARE LA S S I RE AR 4EAL i T Y
KA M AWEE , BORHSE Bl 73 CHB 3% M3
CXCLI7 75 F DI REF& A5 BT 2T 4E AL 5 b LA K9 75
FIEMOCR, T i CXCL17 78 CHB R & 5w k4 kK
Jee i AR

1 #ME5HE

1.1 —fwkl $EEL 2019 45 6 H & 2021 466 A L
YL — N REEBE R BHIGA 1 50 1] CHB B35 94 A
IR, PEHLRIH 50 41 fg B (AR 3 A0 A IR, o,
R 2 T M 28 i, Lotk 22 ], AR #E 20 ~ 68 X, -
(43.86 £9.05) %, JRHE 1 ~15 4F, F1(7.92 +1.58)
A X RRAL B P 26 ], 2ot 24 ], 4% 20 ~ 69 & -8
(44.84 £10.81) % , PR WFFERT R EEABORL LA, 25 57
Tegeit E R X (P >0.05) . AT E AR BE e 2
OAHEE(RHEE  JJSDYRPMYY - YXLL -2021 -237) .

RIS ARRHE  BIFF & CHB 2 Wikrife™ ; 2
Wi B ME T 48 (hepatitisbvirus, HBV ) DNA A1, H 35 4%
) > 6 A~ H 5 K R o X R 2t B AR AS & A
BRI PRAG S S IC I 8 5%, HLICHF A8 .

T ZH HEBRARUE « 45 I HAh 0 5 S 5l i
FRYGUBA 5 B IR R RS A 50 VB YRR R R
s e i R PRI R
1.2 J5k PARFERT RI0E R 2s IR AL Wbk M., >R
LWy AR 25 5 mL, — 1 I FE 26 1 280 5 B bL 5k Ak
B, SR HIBHACE A I 1L/ ( platelets , PLT) 5 55—y IfiL.

B3 500 r/min 5.0 53 B LT , SR FH IR 6 75 M 32 0
E M ¥ CXCL17 . & B 5% 2 [iff ( aspartate aminotrans-
ferase, AST) . &4 TN ¥ & [ ( alanine aminotransferase,
ALT) vy - & & Ik ¥% BRI (y — glutamyl transpeptidase ,
GGT) , & Ak 77 % ot 5 46 I 3% W] 5 R ( hyaluronic
acid ,HA) | Il B 1 it J52 ( procollagen 11, PCI ) | JZ K&
A (laminin, LN) | IV B i 5 ( collagen IV, CIV) 7K,
K SE I 9¢ ' B A 5 2 )2 b7 ( polymerase chain reac-
tion, PCR) {46l HBV i 75 43 5 DKL
RHEEARE (FIR0.5 mg, 1 /KR 6 A
J5 TR B E A B S R A (B 1), X
A BE AT S, R H HAAE B 20 5] CHB &
# ,HBV DNA <500 $5 D1/ 2 THi , 28 R AR ik 1M, >R
FHBERIR S8 e B350 5 35 M3 CXCLLT K-
1.3 a5l iz HIRHE KHB Jg bR ORI CX-
CL17,iz ] SYSMEX2100 4= [ 3 ifil ¥ 73 Afr /R I PLT,
A=A Ay HEA A H 57 7600, 4 F 3l 90 58 & M AUk
MAGLUMI 4 000 plus, Z, 145528 &% A ABI 7500 PCR
P HGACI
L4 WEHER  OCHB 35 FMd B A # 1 7E CX-
CL17 7K B S22 45 45 CHB (3% T ARG 5 25 I R 4R
FR KL, f R ARG ARG > H R L, Y5 1M i CXCL17
IRV e S = 48 s (f1 4% AST  ALT ,GGT \PLT \HA | PC
IM.LN .CIV .FIB —4 HBV DNA) ; @43#t CHB 3% 1 75
CXCL17 55 S 8 bRnAH M s @il % CHB 4 HBV
DNA <500 #% D1/ 2T}, H CXCL17 FikH.
1.5 gRitsedrik N SPSS 22.0 #4758t 40#r o
FFE RS AT PTRER ] & =5 208, ¢ K53t
R R BIRIZE R TR, F X K505 R T Pearson A1 361
S1Hr CHB EE MG CXCLIT 55290 & 45 AR A DG 1,
PAP <0.05 22 A 5eitw e Lo

2 R
2.1 YL Z M E CXCLIT KOF K S 25 35 45 F i
CHB 8 # 1fiL 3% CXCL1  AST . ALT .GGT .HA .PCTI .

LN CIV JK-F-H i T & (P <0.05) ,CHB ¥
PLT ACHR TR # (P <0.05) . W1,

F1 FWAXKRMFE CXCL17 KFRIBEIRLE (X £5)

151 15 %k CXCL17 (ng/L) AST(U/L) ALT(U/L) GGT(U/L) PLT( x10°/L)
N 50 73.02 +13. 45 108.39 +15.47 233.94 +36.82 81.53 £ 14.65 149.75 +13.28
X} BE 2 50 31.56 +5.62 42.63 +7.18 46.55 +8.41 40.94 +6.45 205.46 +34.07
¢l 20. 112 27.264 35.084 17.931 14. 640
P <0.001 <0.001 <0.001 <0.001 <0.001
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g1
2H 51| ke HA (mg/mL) PCII ( mg/mL) LN(mg/mL) CIV(mg/mL) HBV DNA(lg £ 0l/2Z7F})
R 50 73.06 +13.14 254.39 +41.25 337.49 +57.64 125.18 +18.35 5.37 £0.65
papiicEi:| 50 45.38 +7.69 128.04 +19. 68 216.57 £36.27 70.22 +12.57 -
t1H 19.548 12.555 17.472 -
P{H <0.001 <0.001 <0.001 <0.001 -

{E:CXCL17 2y CXCfEIN 7 Z B 17, AST Dy 45 B 55 2l , ALT Jy 45 INFE &l , GCT Oy v — ¥ & WL 5% JIK I, PLT Oy 1M /MR,
HA Sy Wl eig , PCIL kMRS FTAZ I, LN S 2 A, CIV O IV K50, HBV DNA Sy Z B REFET ¢ DNA

2.2 RI94 CXCLI7 558 IR AH Pk Pear-
son AHICYEST BT W7, CHB B35 1ML CXCL17 JK-F 5
PLT S 4 (P <0.05) , 55 AST . ALT.GGT . HA .PC
Il .LN.CIV.CG HBV DNA ¥ 5 EHM (P <0.05)
W32,

%2 CHB £ CXCL17 53X EiEHrAME RS

TiH r i ! HiH r i !
AST 0.653  <0.001 PCII 0.512 <0.001
ALT 0.486 <0.001 LN 0.402 <0.004
GGT 0.306 0.030 CIV 0.412 0.003
PLT -0.501 <0.001 ||[HBV DNA  0.447 <0.001
HA 0.610 <0.001

W AST 4 % 2 g, ALT SR S A, GGT 2 vy - &
SR K , PLT A7 1M/, HA Sy 375 B B8 , PC I 4 T 784 iy e
Ji, LN 2R 1, CIV S IV AU 5, HBY DNA S 2 5055 2
PEIT % DNA,

2.3 CHB 3 HBV DNA <500 3£ D1/ 22T+, 117 CX-
CL17 k160 497 )5, CHB fi# HBV DNA <500
U1/ ZZFHE, M7 CXCL17[ (36.93 +£7.16) ng/L ] AKEAK T
IBITHIL(75.58 £ 12.64)ng/ L], Z A GeiT 8 L (1 =
11.898,P <0.001) ,
3 g

CHB B3 &% AT ke sl e g it , &
[ 18 HBV J& YL % 29 7 000 77 4, H v CHB /& %
2000 ~3 000 J3 il . CHB ff kg —Fi & Je g, 5
TR ELALHE S ML SRR AL 2
JH BRI, e A A AR K, TR 2
JHFAE DG A9 BE IMLAE A2 98 5 BN, S MLAA f 988 D) RE R IR
N, P 7 R e e 55 . CHB MfE LA ARG ,
PR B LPUR T IGT, BB B . CHB BT
HLIRBEIX A B IR 21 A 3G A6, W) G AR T2 BN R R
FRANFEFGEALT™ o KA LIK , s FRAR S8 IE 35 K32 e
JHFEF 4 Ak, 9K 173X R A 45 PR A B — 19 R BR
PES AR, ML 2EAE R P IF S BE AT kAL —
HRERZEAVITE NS, TR G I 4%
YIAH G B IR R %60 T i PRAZ W L B el R IR 97 2

HEEE L,

LR T2 5 T U AR R A A S
P71 CXCLIT 7EFEF i Ak i F2 b e ik 88 i, 9E 1
B RTA0ML, N AT T 4ide' " . AR S R BOR,
CHB B & 1l 3 CXCL17 ,AST.ALT . GGT . HA . PC1I .
LN (CIV /K- 5 F e B A 4G % , CHB g% PLT /K%
TR 7, Pearson A1 S& M40 HT /R, CHB
1% CXCL17 7K F5 PLT £ i #8 %&, 5 AST, ALT,
GGT .HA .PCII .LN .CIV HBV DNA ¥ [FAH56, &0
CHB (5 1M CXCL17 /K-8 5 DI RE M 4T 44k
A XK, CXCLI7 HAAHUR PUA g AL HF 1l 48 A i
EVEMLTEBEILE iDL IR R ] Rk g
Wil 5 5 1 B R AR TE RGN #6357 . Burkhardt
2PV R B, AR R AT Ak CXCLLT 23k Tt
B, T RES S AT ek i R AL . A IFSE T R B,
CXCL17 ®] A3 8 MMP1 F1 miR - 29 451 57 JBk
AT AN 1 1Y it ) 2 5 £ 4 Ak, 78 /)N B AU o JRy 30
FEST CXCL7, ]y R 35 3 5 3 1 /DN R bk 2F 4
o A5 CHB B3 30K #1797 )5, HBY
DNA <500 #% 01/Z i}, 1ML CXCL17 /KK 477
BT, 22 W I R BT 51677 AT AR L3 CXCL17 /K5,
XFF R A 4 b A 2R . SR, AR BFsE g A
I B, Geit2 PN al ke g I —E i 22, FTRE S
— R R W I 45 R, 78 J5 Se s b W R R
A —HHIESE CHB B3 M 7% CXCL17 /K- 5 141 4
R R, FFIRAIRIE CXCLIT KR AE 21 4 v
LA IR HL ]

Z¢ LTk, CHB g I CXCL17 K- 5% T,
CXCL17 /KPA% AL 5 9 B 2 it S 47 44k A 5%, I R
PURREIRYT 1 AR L3 CXCL17 K,

S Sk
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