<048 FAE M A 225201945 11 HE5 40555 11 Chin J Hematol, November 2019, Vol. 40, No. 11

-

TP ERS AR T S S e ek
AR S R IR RS

Mg Z0-F KR SURE BB B I BEA &F E &
S EFE BUWI KK

EEEEXFHHERLRRET PO A RGEEIGGARAARELERT, &
FihiggmPes, ERTEFELFF, ER 400037

1815 1E 4 : 3K B , Email : zhangxxi@sina.com

(FZE] BHE WSS T A0 G B S A AR S b AOEHg R i b
FH (cGVHD) RIS WI M., FiE RN TR R 2752 57 35 R 3 1l T An B A 5 & 2k
FIR &A= cGVHD f3% 5 R fiL 7 25 bR 4 (IL-1b.IL-16 .CXCL9 ,CCL19 ,CCL17) ik K F-, %R
TR KA cGVHD X I 2H , cGVHD B IfiL3E 7 CXCLY . CCL17 kK- 8 E T (P < 0.05) , 1
H1 CCL17 5 ¢cGVHD FYH05 ™ B FRJE AH G (P < 0.001) ; CXCLY 75 B2 JH A 3 19 cGVHD H 3 1% EPE%
ThE (P<0.01), CCL17 7£ T JUE Sy #8228 B () cGVHD # & v F3k K F B & TH i (P<0.01) . &5
CXCL9 B 45 CCL17 A AE 2 oGVHD Y LG A= M)br 54, i W cGVHD 12 W fpE ik > AR e — xE?"%
ZHE.

[E8EiR] SR M TAEA; SMREYPE I, G EYiREY

EETE : EZE 70T AN S A58 8 5 L35 (2017YFA0105502) 5 IR H AR B3
4>(81400081) ; iU 7 i Je Bl 1A SRR 4 (AWS 14C014)

DOI: 10.3760/cma.j.issn.0253-2727.2019.11.012

The clinical observation of serum specific biomarkers in patients with chronic graft- versus- host
disease
Chen Ting, Li Xiaoping, Zhang Cheng, Kong Peiyan, Gao Qiangguo, Tang Lun, Wang Rui, Yang Shijie,
Gao Lei, Liu Yao, Gao Li, Feng Yimei, Rao Jun, Peng Xiangui, Zhang Xi
Medical Center of Hematology, Xingiao Hospital of Army Medical University, State Key Laboratory of
Trauma, Burns and Combined Injury, Chongqing 400037, China
Corresponding author: Zhang Xi, Email: zhangxxi@sina.com

[Abstract] Objective Chronic graft- versus- host disease (cGVHD) is a major long- term
complication after allogeneic hematopoietic stem cell transplantation (allo-HSCT). It is important to study
the changes of serum biomarkers expression in patients for early diagnosis and treatment. Methods The
expression levels of five serum protein markers (IL-1b, IL-16, CXCL9, CCL19, CCL17) in patients with
or without cGVHD after allo-HSCT were detected by liquid suspension microarray. Results Compared
with the control group without cGVHD, the expression levels of CXCL9 and CCL17 in serum of patients
with cGVHD were significantly increased (P <0.05). CCL17 was correlated with the severity of cGVHD
(P<0.001). CXCL9 was significantly increased in the serum of patients with skin lesion (P <0.01), and
CCL17 was significantly expressed in ¢cGVHD patients with liver as the target organ (P <0.01).
Conclusion The combination of CXCL9 and CCL17 can be used as serum biomarkers of cGVHD, which
has certain reference value in assisting the diagnosis and evaluation of cGVHD severity.
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