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Screening Study for Serum Markers in Rheumatoid Arthritis Patients with Stagnant Dampness-
heat Syndrome Based on ITRAQ Proteomic Technology @ WANG Xin-xian, YIN Hai-bo, JIANG
Quan, and JIAO Juan Department of Rheumatology, Guang'anmen Hospital, China Academy of Chi
nese Medicine Sciences, Beijing (100053)

ABSTRACT Objective To screen differential proteins of rheumatoid arthritis (RA) patients with
stagnant dampness-heat syndrome (SDHS), thus further studying possible mechanism and providing
evidence for syndrome typing. Methods Serum samples were collected from 30 RA patients with SDHS,
30 RA patients with non-SDHS, and 30 healthy controls. Quantitation was labelled by isobaric tags for rel-
ative and absolute quantitation (iTRAQ), Ultra Performance Liquid Chromatography-Q-exactive-mass
spectrometer (UPLC-QE-MS). All data were analyzed by Thermo Proteome Discoverer 2.1 Software to
retrieve and identify proteins. Proteins screened were verified by Western Blot. Results A total of 72 dif-
ferential proteins were obtained in RA patients with SDHS, including 25 up-regulated proteins and 47
down-regulated proteins. A total of 12 differential proteins were obtained in RA patients with non-SDHS,
including 1 up-regulated protein and 11 down-regulated proteins. Of all up-regulated ptoteins of SDHS, 6
proteins ( SAA1, AGP1, HP, AGP2, SAA4, and CRP) were directly related to acute inflammation, 3
(ACTB, FGA, and FGG) were related to platelet aggregation, coagulation, fibroprotein clot formation.
Statistical difference existed in leucine-rich alpha-2-glycoprotein ( LRG1) protein expression level be-
tween the healthy control group and the SDHS group (P <0.05). Statistical difference existed in leucine-
rich alpha-2-glycoprotein (LRG1) protein expression level between the SDHS group and the non-SDHS
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group (P <0.05). Conclusions

There existed important relations between RA patients with SDHS and

disease activity of RA. LRG1 was one of valuable serum markers for RA patients with SDHS.
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