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CyclinD1 showed heterogeneity of expression in some patients” carcinoma. (3) There were no relationships between

expression of HER2 and CyclinD1 in PTC. Conclusion (1) HER=2 plays an important role in the carcinogenesis

of PTC. HER=2 could be a potential target for targeted therapy in PTC. (2) CyclinD1 could be as molecular markers

of early diagnosis in PTC. There could be positive correlation between CyclinD1’ s heterogeneity of expression of

PTC and the lymph node metastases.
Key words

papillary thyroid carcinoma; HER-2; C-erbB2; CyclinD1



FEAKRFFIR Acta Universitatis Medicinalis Anhui 2014 Jul; 49(7) * 063 -

40 min 2 2.1 SLE PBMCs
1.4 A :0.1% SLE PBMCs
( 90%) B :0.1% 1035
o 95% B 10 min NCBI
Trap o 618 .
1.5 2.2 SLE
: ( MS1 GO
10 ( MS2 ) 7. o
1.6 . 1
1.6.1 R¥EHIFEALRE ~35
. D 2.3 SLE
) GenMAPP v2.1  KEGG Pathway
6y 12
(log2) ; @ o ( MAPK)
1.6.2 2FARFik
4. 1.
;@ 1
® NCBI 3
1.7 N o
1.7.1 Gene ontology 547 GO
( Ontology) : N
. GO 0,
1.7.2 Pathway 5 # GO
GenMAPP v2. 1 KEGG Pathway T
SPSS 13.0
! . . D
2 - @
(%) 21.2 20.8 14.5 9.9 7.4 12.6 7.3
(%) 29.0 15.8 5.8 3.4 4.2 10.3
(%) 36.0 6.9 12.8 17.0 5.5 3.0 6.3




- 964

I EA K FFIR Acta Universitatis Medicinalis Anhui

2014 Jul; 49(7)

| MaPK SIGHALING PaTHWAY |

INE and p 38 MAF kimase
pahway

- Proliferation,
dfernhaton

—
______ 1
L]
TEEET Y
4
]
L—
ERKS paioray .{ WW ]
s > o -» Djeum
MAPKKKE ~ MAPKEK MAPKE MAPE b -~ il
[ e P——
1 SLE PBMCs MAPK
4 1 035 618 &
P
10 0.016 194
FC RI 12 0.000 009 A
B 7 0.008 772 o
ErbB 8 0.005 723 .
9 0.000 864
2 . MAPKs
3 0.020 733
T 12 0.000 218 /
MAPK 19 0.003 020 . MAPK
17 0.000 297 MAPK
7 0.008 121 A
GnRH 12 0.000 110 » >
NOD 6 0.006 232 13
SLE
14
. ® . SLE T
MAPK
SLE TCR
T o
SLE PBMCs MAPK
Mascot SLE PBMCs MAPK



FEAKRFFIR Acta Universitatis Medicinalis Anhui 2014 Jul; 49(7) * 065 -

H3 lysine 4 trimethylation in peripheral blood mononuclear cells of

SLE minimal change nephrotic syndrome patients J . Am J Nephrol
2009 30(6) :505 -13.

7  Rahman A Isenberg D A. Systemic lupus erythematosus J . N
Engl J Med 2008 358(9) :929 -39.

8  Xiang Y J Dai S M. Prevalence of theumatic diseases and disabili—
ty in China J . Rheumatol Int 2009 29(5) :481 -90.

9 Li X Zhang Y Zeng X et al. Chemical profiling of bioactive

};%‘ Lk constituents in Sarcandra glabra and its preparations using ultra—

1 Melo-Braga M N Verano-Braga T Leon I R et al. Modulation of high-pressure liquid chromatography coupled with LTQ Orbitrap
mass spectrometry J . Rapid Commun Mass Spectrom 2011 25
(17) :2439 -47.

10 Popova T G Turell M J Espina V et al. Reverse-phase phos—

protein phosphorylation  glycosylation and acetylation in grape
( Vitis vinifera) mesocarp and exocarp due to Lobesia botrana in—
fection J . Mol Cell Proteomics 2012 11( 10) :945 -56.

phoproteome analysis of signaling pathways induced by Rift valley
2 LinSY LiTY LiuQ etal. Protein phosphorylation-acetylation

fever virus in human small airway epithelial cells J . PLoS One

2010 5(11) : e13805.

cascade connects growth factor deprivation to autophagy J . Au-
tophagy 2012 8(9) : 1385 -6.

11 Kovarova H Hajduch M Livingstone M et al. Analysis of state—
3 Zahid S Oellerich M Asif A R et al. Phosphoproteome profiling

specific phosphorylation of proteins by two-limensional gel electro—
of substantia nigra and cortex regions of Alzheimer’s disease pa—

tients J . J Neurochem 2012 121(6) :954 —63.
4  Chien KY LiuHC Goshe M B. Development and application of

phoresis approach ] . J Chromatogr B Analyt Technol Biomed
Life Sci 2003 787( 1) :53 -61.
12 Jungblut P R Zimny-Amdt U Zeindl-Eberhart E et al. Pro—

a phosphoproteomic method using electrostatic repulsion-hydrophil—

ic interaction chromatography ( ERLIC) IMAC and LC-MS/MS

teomics in human disease: cancer heart and infectious diseases

J . Electrophoresis 1999 20( 10) : 2100 - 10.
13 De Luca A Maiello M R D~Alessio A et al. The RAS/RAF/
MEK/ERK and the PI3K/AKT signalling pathways: role in cancer

analysis to study Marek’s disease virus infection J . J Proteome
Res 2011 10(9) :4041 -53.
5 Giorgianni F Zhao Y Desiderio D M et al. Toward a global

pathogenesis and implications for therapeutic approaches J . Ex—

pert Opin Ther Targets 2012 2:S17 -27.

characterization of the phosphoproteome in prostate cancer cells: i—
dentification of phosphoproteins in the LNCaP cell line J . Elec—

14  Hoffman R W. T cells in the pathogenesis of systemic lupus ery—
trophoresis 2007 28( 12) :2027 - 34.

thematosus J . Clin Immunol 2004 113(1):4 -13.
6  Zhang L. Dai Y Peng W et al. Genome-wide analysis of histone

The phosphoproteome analysis in PBMCs of SLE patients
Cheng Juan' Ma Hualin®> Dai Yong’
('Dept of Clinical Laboratory *Dept of Nephrology °Clinical Medical Research Center
Shenzhen People’ s Hospital Shenzhen 518020)

Abstract Objective  To investigate the aberrant expression of phosphoproteome analysis of peripheral blood
mononuclear cells( PBMCs) in patients with systemic lupus erythematosus( SLE) . Lay the foundation for further re—
search of mechanism and treatment in patients with SLE. Methods Phosphopeptides were enriched using TiO,
from PBMCs of patients and healthy subjects then analyzed by automated LC-MS/MS analysis. Phosphorylation
sites were identified and quantitated by MASCOT and MaxQuant. Differential expressed proteins and peptides were
screened based on the bioinformatics analysis. Results 1 035 phosphorylation sites were identified from SLE com—
prared with normal subjects 618 corresponding genes were screened out in annotation proteins. Pathway analyses
showed 12 signaling pathways were identified. There were the most difference phosphorylation sites in mitogen acti—
vated protein kinases( MAPK) signaling pathway. Conclusion Differently phosphorylated proteins and peptides
can be detected in patients with SLE  which can be used as a mechanism of reference and supplement combined
with metabolic pathway and might be used as a potential target for treatment and research of SLE.

Key words systemic lupus erythematosus; phosphoproteome; signaling pathway; mitogen activatedprotein kinases



