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[Abstract] Objective To analyze the expression of Gaq in peripheral blood T lymphocytes of the patients with
polymyositis (PM) and its correlation with disease activity evaluated by the clinical markers (manual muscle test
(MMT) , myositis disease activity assessment ( MDAA) , creatine phosphokinase (CK), erythrocyte sedimentation
rate (ESR), C-reactive protein (CRP)J. Methods Blood samples were obtained from 30 patients with first onset
PM and 30 healthy volunteers. Peripheral blood mononuclear cells (PBMCs) from these patients were collected and
CD3" T cells from PBMCs were sorted out with magnetic beans. The mRNA and protein expression levels of Gaq in
T cells were measured by RT-PCR and Western blot., Student’s unpaired 2-tailed t-test was applied to identify Gaq
expression difference between PM patients and healthy controls. Pearson’ s correlation between Gag mRNA
expression of PM and clinical evaluation markers MMT, MDAA, CK, ESR or CRP was determined. Results
Compared to health control, PM patients had significantly lower expression levels of Gaq protein and mRNA in
peripheral blood CD3" T cells (P<C0.001). Negative correlation was found between Gag mRNA level and MMT
(r=-—0.704. P<C0.001), MDAA (»=—0.793, P<(0.001) or CK (»=—0.670, P<(0.001). and no correlation
was found between Gag mRNA level and ESR or CRP. Conclusion Gaq expression in T cells of PM is lower than
that in normal control and has negative correlation with PM disease activity.
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Anti-CD3 Biotin g H eBioscience 2 A, Anti-
mouse CD3 PE-CY5 I H Beckman 72 #l,
monoclonal antibodies anti-Gaq W H BD 72 A,
Streptavidin Microbeads M4 [ Miltenyi 2% &,

Tubulin N Z i P4 W B Beyotime 4 7, Anti-
rabbit IgG, HRP linked Antibody #1 Anti-mouse
IgG,.HRP linked Antibody MJ g Cell Signaling 2
A) ,iScript cDNA Synthesus Kit,SsoFast EvaGreen
Supermix M H Bio-Rad 24 wl. X &% 1 4§
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1.4.2 Western blot # Gaq & & # & &
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s 1 mL PBS IR 5, Uk i 4 g, B .0 300 X g/
5 min,25C, 5 3% A 100 uL Lysis Buffer, vk
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4 Ci¥ BiER R EP &b, ] BCA I E H A
e AT —80 CH M.
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CCATGAGAAGTATGACAAC-3", FiFgl¥.5'-
CATGAGTCCTTCCACGATACC-3';Gnaq I 1#3|
Y. 5 -GTTGATGTGGAGAAGGTGTCTG-3", F
W 5l #: 5'-GTAGGCAGGTAGGCAGGGT-3',
PCR W £c14::95.0 C 30 s;95.0 C 55s,62.3 C
10 5,40 D B J5 S5 47 HOHE Wi 58 e 92 ) 8 6 03 17 5
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Fig Purity assay of CD3* T lymphocytes sorted by immunomagnetic beads

PM & 4MNE I CD3" T 4 Gaq & A M F£ A
(0. 74740, 28K FXF BE4H (1. 5240. 50, t=17. 489,
P=0.000), Gag mRNA [k (0. 63+0. 27) LA
T4 (1, 4140. 50, t=7.480,P=0.000),
2.3 PM EESEI CD3TT 4 i Gag mRNA &
% 5 R A R AR K 1%

PM # # Gag mRNA /K¥ 5 MMT, MDAA,
CK B X (P<<0.001), 5 ESR,CRP ¥ A~ M %
(P>0.05), WLl 2.

Mtk PM BESME M CD3V T 4B Gag mRNA % £ 5 MMT,

MDAA .CK.ESR.CRP g8 % 1%

Table Correlation between Gag mRNA expression and MMT,
MDAA,CK,ESR,CRP in PM patients
MMT MDAA CK ESR CRP
r —0.704 —0.793 —0.670 —0.188 —0.119
P 0. 000 0. 000 0. 000 0.321 0.531
3 g
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