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[ Abstract] Objective To explore the alterations of estrogen and its receptors in peripheral venous blood of postm-
enopausal patients with primary Sjogren’s syndrome (pSS) and their possible roles. Methods The clinical data and labo-
ratory test indexes of 60 postmenopausal pSS patients and 60 postmenopausal healthy subjects were collected, and fasting
peripheral venous blood was collected. The plasma E, level of the two groups was detected by enzyme-linked immunosor-
bent assay. The mRNA expression levels of ERa, ERB and GPR30 in peripheral blood mononuclear cells of the two
groups were detected by real-time fluorescent quantitative polymerase chain reaction. The protein expression levels of

ERa, ERB and GPR30 in PBMCs of the two groups were detected by Western blot. SPSS17. 0 statistical software was
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used to analyze the data. Rank sum test and t test were used to compare the measurement data between groups, and

Spearman correlation analysis was used to analyze the correlation between variables. Results The mean level of plasma

E, in pSS group was lower than that in HC group (P<C0.01). ERa and ERB mRNA in pSS group were significantly lower
than those in HC group (P<C0.01), while GPR30 mRNA in pSS group was significantly higher than that in HC group
(P<<0.01). Spearman correlation analysis found that GPR30 mRNA was positively correlated with GLB in PBMCs of

pSS group (r=0.411, P=0.001). There was no significant difference in ERq protein expression level between pSS group

and control group (P>>0.05), ERJ protein expression level was significantly lower than that of control group (P<<0.01),

but GPR30 protein expression level was significantly higher than that of control group (P<C0.05). Conclusion The dif-

ferential expression of estrogen and its receptors in peripheral blood of patients with primary Sjogren’s syndrome suggests

that estrogen and its receptors may be involved in the occurrence and development of pSS.
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Table 1 Comparison of laboratory data between the two groups

U AR WBC HGB PLT GLB ¥l SSA ik 4 SSB Hifk IgG ESR
%) (xX10°/L) (g/1L) (X10°/L) (g/L) (AU/mL) (AU/mL) (g/L) (mm/h)
pSS4 60  60+9  5.2+1.8D 1174170 159+79® 37+8D  175(60, 241D 25(8, 23D 18.0(14.0, 23. )P 30(21, 50)@
HC# 60 57+9 6.1+1.2 131+9 191+53 3344 9(5,14) 8(5,11) 10. 6+2. 1 9+5
4 —1.809  —3.147 — 4. 949 —2. 806 —2.812 —6.184 —4.816 —7.485 —8.709
P 0. 079 0. 002 <0. 001 0. 005 0. 005 <0. 001 <0. 001 <0. 001 <0. 001
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P 0. 001

*:5 HC 4 #, OP<0.01,
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Table 3  Comparison of mRNA expression levels of ERa, ERB and
GPR30 in PBMCs between the two groups
il n ERa mRNA ERB mRNA GPR30 mRNA
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Figure 1 Scatter plot analysis of the correlation between GLB and

GPR30 mRNA

2.5 Wit PBMCs # ERo.ERB Fl GPR30 # H # ik
KFLH pSS 4l ERa 5 1R E KT S HC 4 14
%R TG 7% X (P>0.05),pSS 241 PBMCs 1 ERR
FEEAFRBKTFEEMT HC 4 (P<0.01),GPR30 %
23k KF T HC 41(P<<0.05), W3& 4.4 2,



. 1618 - HERESF 2024 F 11 A % 36 5% 11 # Med ] West China, November 2024, Vol. 36,No. 11

%4 W4 PBMCs i1 ERe.ERB #1 GPR30 & 5 R kK F L& (x £5)
Table 4 Comparison of ERa, ERp and GPR30 protein expression levels
in PBMCs between the two groups

219 n ER« ERB GPR30
pSSH 8 0.9140. 10 1.47+1.599 1.2940. 769
HC#H 8 0.82£0.12 4.25+1.06 0.47+0.19

t 1. 483 —4.116 —2.933

P 0. 160 0. 001 0.011

.5 HC 4 h#, O P<<0. 01; @ P<0. 05,

12 1 2 1 2 1 2
B-actin  w_ED S - - - - - O,

ERa' — " SRS, 1 715K da
ERB o= = - - K.
GPR30 W * B e e e e ~50Kda

2 74 PBMCs &1 ERa.ERB.GPR30 . B-actin & | F ik 7k F
Figure 2 The protein expression levels of ERa. ERP. GPR30 and p-actin
in PBMCs of two groups
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