Table 2. The genes expressed differentially in non-T cells between MS and controls

No.  Symbel ?:::s.lg: Descriptio Presumed function :::’s“s::‘l’:‘*“' Stgnificance
o ¥ number cription In apoptosis  p-log
The upregulated genex
1 IcaM1 NM_00020] [nicreeiiviar adhesion 2 cell surface glycoproteln ligand (CDS4) for LFA-1 and Mat-t o+ 111E-09
2 CDC42 NM_001791 Cell division cycle 42 2 small GTPase that regulates diverse eellular Tunctions (+) 1.49E-08
L 44
3 RIPK2 NM_003821 Reccpror-loteractit - * 5 protein kinase Interacting with CLARP In the Fas-signaling pathway (+) 1.88E-07
4 ILIR2 NM_004633 IL-1 receptor, type 1l a decoy receptor for 1L-1 that inhibits IL-1 activity unknown 4,56E-07
5 MAD NM_002357 Max dimerization protein ;;ﬁ""”“““" repressor that competes with MYC for binding to ., LOOE-06
6 CXCL2 NM_002089 ﬁg":n“::""' CXC matlf, a chemokine designated MIP2 binding to CXCR2 +) 1.91E~06
an adaplor proteln designated BAG4 assoclated with HSP70 and the
7 SODD NM_004874 Silencer of death domains death domain of TNFR and DR3 (+) 3.13E-06
L] TOP2A NM_001067 Topoisomerase 2 alpha a DNA topoisomerase +) 4.82E-06
The downregulated genes
SWI/SNF-related, matrix-
9 SMARCA3 NM_003071 :’éﬁ::ﬁ;::::;::m:’ Al 4 DNA helicase-like chromatin remodeling enzyme +) 3.95E-08
subfamily a, member 3
10 RGS14 NM_006480 :;ﬁf]’;::’l‘f G protein 4 downregulator of signaling through G protein-roupled receplors ) S.44E-08
11 COXI1s NM_073470 fs’;:':;:; ';f:l:::’%x' s = protein essentlaj for assembly of COX +) 6.43E.08
12 AKAPI1 NM _016248 A-Kinase anchor proteln 11 a protein anchoring the regulatory subunlt of protein Kinase A +) L.68E-07
- ry p
13 TCF17 NM_005649 Transeription factor L7 a transcriptional repressor of renal genes designated Kid-1 +) 1.92E-07
14 CDC25B NM_021874 Cell division cycle 25B a tyrosine phosphatase that activates the cyclin dependent kinase CDC2 (+) 2.40E-07
15 GIMA NM_006144 Granzyme A a cytotexie T cell- and NK celi-specific serine protease (+) 249E-07
16 CHST4 NM_005769 gl‘la',’l"rm':r‘:“ . an N-acetylglhicosamine 6-O sulfotransterase unknown  3.46E-06
17 BCL2 NM_000633 B-celt CLLAymphoma 2 a mitochondrlal membrane proteln that blocks the apoptotic death i+ 4.81E.07
183 CR2 NM_001877 F;:;;:J;m;nl component 2 membrane receptor (CD21) for C3d +) $.88E.07
19 RPAL NM_002945 Replication protein Al a single-strind.ed DNA-blnding protein that regulates DNA replication  (+) 6.72E-07
20 POLRIH  NM_006232 VA potrmerase IL subutll ;o init of RNA potymerase I1 (+) 728E-07
1 EXFS NM_001951 E2F transeription factor 8 & transeription factor of the E2F famlly +) 1.00E-06
22 RAB7L1  NM_003929 fons assoclated proteln RABT: , g x5 refated small GTP-binding protein + L49E-06
Nuclear factor of activated T " .

o le i oalef . p t of DN A-binding transcription complex that regulates the -
= NFATC3 NM_173165 ;:I;',:jm{ 3 ' " gene expression In T cells . 4 L.66E-06
24 HSPAIL  NM_00s527 feat shock 70kD protein-llke  opctitutive member of the HSPT0 famity +) 137E-06
25 RBBP4 NM_005610 ?:‘::':&bi““““'h'“d"" a nutiear protein binding to RBS +) 313E-06
26 PREDC ~ NM_006904 e Mnse DIA, @ #nuclear serincithreontne profein kinase 9 3.36E-06
27 RASSF1 NM_170714 {us assoclation domain family |\, o0 umar suppressor gene having a Ras-association domain +) 3.49E-06
28 9 NM_001350 Death-assoclated protein 6 & protein that interacts with the death domain of Fas +) 5.16E-06

P!
fent trit
29 EGF NM_001963 Epidermal growth factor ;'mlzmnilung:lr;; [actor for the cells of both ectodermal and ) S.T4E-06
30 NPR2L NM_006845 Nltrogen permease regulator possible tumor suppressor gene unknown L13E-05
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