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CIB T 60 14 IPF £ 44 A IPF 2H , 7 B ] 300 e B o SR 3 60 1010 g % BR2H . 460 Pl A 22124 35 19 1L 7 CCL2 .CXCL13
Ko CC16 /K-, Jifi i 2 (VC) LA R i 7 &+ (DLco) I3 CCL2 .CXCLI13 & CC16 45 VC . DLco BIAR 4 , LA K Ifi 35
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[Abstract] Objective

To investigate the relationship between serum chemokine 2 (CCL2), chemokine 13 (CX-

CL13) and Clara cell-secreted protein 16 (CC16) levels and pulmonary function in patients with idiopathic pulmonary fi-

HIAFEE % 5, E-mail : nnnxxx 1008@163.com

[6] HhAREEA TR PR a2y, op [ R e s IR SR T R
(2014)[J]. FHEERFILE, 2015, 54(6): 557-581.

[7] W, O, Bk, 5. IRFRIE B L HTIUS 1 DR B T 100 58
1. PR, 2019, 58(4): 329-332.

[8] Fh~FHk, TKREERN, PR, 5. ZAEMFRIERMFE LR rO 77 30 d BT
Y B &R A B ). BUAR AR A R 2F R, 2018, 18(19):
3698-3701, 3741.

[91] CONTENTI J, OCCELLI C, LEMOEL F, et al. Presepsin versus oth-
er biomarkers to predict sepsis and septic shock in patients with infec-
tion defined by sepsis—3 criteria: the PREDI study of diagnostic accu-
racy [J]. Emergencias, 2019, 31(5): 311-317.

[10] MIERZCHALA-PASIERB M, LIPINSKA-GEDIGA M. Sepsis diag-
nosis and monitoring-procalcitonin as standard, but what next [J]. An-
aesthesiol Intensive Ther, 2019, 51(4): 299-305.

[11] FFALLL, Hh/NEL, 5355, 45 SRR MR A0 1 B e AP A ST
IR | ML 80 73 2 B o P2 I RE RS e D). 6 T B2 2%, 2018, 29(23):
3260-3262.

[12] Axflify. M8 M0 B SME I CD14dimCD16 4 & B 5 0B ik |
PRAE S AR SE ). MR B Be=4ik, 2017, 23(2): 3358-3361.

[13] $rBF, JCBEEE, A, 4. IL-33 1 sST2 £ M frs B A 25 A g

- 2476 -

Jrs T A A B FEOBCRI & ] o g 3 ik K B L R S [0, 7
MR 2R (R4 AR), 2017, 43(1): 91-95.

[14] BRI S, HFFE, S, 55, (AN 2 -33 FE A [R))™ 7 A e v
SiE AR T]. IR B A 2%, 2016, 23(3): 59-62.

[15] A=0HG, P, IR, 5. bR ah Bk ok AR i fh 1k O JUERs f 34 1L 7% Clq
5 CTRP1ZKF- W DU ) s PR (E W R[], hARAG 30 B2 2 4K, 2019,
42(10): 864-868.

[16] 2245, HADHE, HAELE, 45, #MA CLq MR IRIEIN FAHICE 1 1 5
A R e L A 3 B 1B T R DG MERIE S ], AR A0 I
ML, 2019, 21(1): 8-11.

[17] ¥k, kSR me, BI&T, 45, CTRP1 5 ki (2™ df Br K 4 1 95
Je AT, IR 22 4%, 2019, 20(2): 128-131.

[18] FLEL, SR M. LT AT VA M ST2 %o e 2l T 19 40 e R (L 92 0.
e 2SR, 2018, 27(4): 394-398.

[19] EZ25, 40, NI, S5, PR 2 500 I 7L AR A e 15 e o i B 1
3% MHERE B8 U A IEAR AN, Th AR A HE A R R 27, 2019,
31(8): 938-941.

[20] K5V, fRAFUF, T30, %, EZHO IS LR A X S
AU 2 AT D). Hh e SRR, 2019, 22(11): 1041-1050.

(Wck H 191 :2020-04-03)



Hainan Med ), Oct. 2020, Vol. 31, No. 19

brosis (IPF) and their diagnostic value. Methods A total of 60 IPF patients admitted to Pudong New Area People's Hos-
pital from April 2017 to December 2019 were enrolled into the IPF group, and 60 healthy volunteers were selected as the
control group. Serum CCL2, CXCL13, and CC16 levels, vital capacity (VC), and pulmonary diffusion volume (DLco)
were measured in all subjects. Pearson correlation was used to analyze the correlation of serum CCL2, CXCL13 and
CC16 with VC and DLco, and the correlation among serum CCL2, CXCL13 and CC16. The value of serum CCL2, CX-
CL13 and CC16 in diagnosing IPF was analyzed by receiver operating characteristic (ROC) curve. Results The serum
levels of CCL2 and CXCL13 in IPF group were (50.73+6.18) pg/mL and (44.38+17.22) pg/mL, respectively, which were
significantly higher than corresponding (15.22+5.09) pg/mL and (18.74+4.05) pg/mL in the control group, while the
CC16 levels were (7.23+1.34) pug/L in IPF group versus (9.55+1.83) pg/L in the control group (P<0.05). VC and DLco in
IPF group were (62.83+9.28)% and (51.22+9.05)%, respectively, which were significantly lower than corresponding
(93.48+8.48)% and (94.39+6.91)% in the control group (all P<0.05). Pearson correlation analysis showed that serum
CCL2 and CXCL13 of IPF patients were negatively correlated with VC and DLco (r=-0.543, —0.558, -0.647, —0.640,
P<0.05), while CC16 was positively correlated with VC and DLco (r=0.582, 0.623, P<0.05). ROC curve analysis
showed that the area under the curve of serum CCL2, CXCL13 and CC16 combined detection for the diagnosis of IPF
was 0.944, significantly higher than corresponding 0.722, 0.705 and 0.731 detected by the above three indicators alone
(all P<0.05). Pearson correlation showed that serum CCL2 of IPF patients was positively correlated with CXCL13 (r=
0.528, P<0.05) and negatively correlated with CC16 (r=-0.577, P<0.05), and CXCL13 was negatively correlated with
CC16 (r=-0.549, P<0.05). Conclusion CCL2 and CXCL13 are abnormally highly expressed in the serum of pa-
tients with IPF, while CC16 is significantly lowly expressed. Among them, CCL2 and CXCL13 are negatively correlat-
ed with lung function, while CC16 is positively correlated with lung function. Combined detection of the above three se-
rological indicators may be beneficial to the diagnosis of IPF.

Idiopathic pulmonary fibrosis; Lung function; Chemokine 2 (CCL2); Chemokine 13 (CXCL13);
Clara cells secrete proteins 16 (CC16); Diagnostic value; Correlation
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(diffusion capacity of lung, DLco), il i Sensormedics
6200 TV A58 B, AH OCHRAE 18 AR 6B A5 58 A o

1.3 Gt 05k A SPSS22.0 #1443 i 5k
o TFEVERMHRIES 0, B EEARIE 2 (vks)
ZH 1) AR e Aar g, THESCRERE LR o A 36, 45 30
FEFRFE bR ] B AR SENE R T Pearson AHGE 234 . R T
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K CC16 2 Wi IPF M E, DL P<0.05 b 22 554 Gi il

2 H#R

2.1 PRLZASE B IMLIE CCL2 .CXCL13 & CC16
KL 60 14 IPF (35 Jo— R i 5E . IPF 41 /R
H WY I3 CCL2 . CXCL13 7K - B & i F X BR 4, 1
CC16 K F-B BARF XF B4, 22 F 9 Gei 24 L (P<
0.01), &1,

*®1 WHEZHBHIME CCL2.CXCL13 % CC16 7K FE LB (r+s)

215 % CCL2 (pg/mL)  CXCL13 (pg/mL)  CC16 (ug/L)
IPF 4 60 50.73+6.18 44.38+10.22 7.23+1.34
XA 60 15.2245.09 18.74+4.05 9.55+1.83
tfE 34.355 18.066 7.923
P{H 0.001 0.001 0.001

2.2 WA RE MG REEAR AL IPF AL
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SRAR TR A2 £9(93.48+8.48)% . (94.39+£6.91)% , 25 5+
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2.3 IPF B # I CCL2.CXCL13 % CC16 /K F
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r P{H r PIH
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CCl16 0.582 0.001 0.623 <0.05
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