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labial glands of primary Sjogren’s syndrome
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Objective: To investigate the expression of IFN-y, caspase-3, LC3-1I in primary Sjégren’s syndrome (pSS)
patients’ labial gland and to explore the relationship between the three factors and the focus score of labial gland,
serum antinuclear antibody titer, complement and immunoglobulin for providing a basis for further exploration
of the pathogenesis of pSS. Methods: Labial glands of 19 patients with pSS and 19 patients suspected of pSS but
ultimately excluded were collected. Using immunohistochemistry was used to detect the expression of IFN-y,
caspase-3 and LC3-II in tissue samples. Statistical analysis of pSS patients and non-pSS patients between the
expression of the three differences and the three with the degree of lymphocyte infiltration of the labial gland and
the correlation between the degree of autoimmune activation. Results: IFN-y is mainly expressed in the cytoplasm
of inflammatory cells infiltrating in the labial glands. Caspase-3 is mainly expressed in the cytoplasm of labial gland
acinar epithelial cells and ductal epithelial cells. LC3-II is expressed in cytoplasm of both inflammatory cells and
labial gland epithelial cells. The expressions of IFN-y, caspase-3, LC3-1I (epithelial cells) and LC3-II (inflammatory
cells) in the labial glands of patients with pSS and non-pSS are significantly different (all P<0.001). The expression
of IFN-y in labial glands was positively correlated with caspase-3, LC3-II (epithelial cells), LC3-II (inflammatory
cells), focus score and ANA titer (r=0.549, 0.822, 0.757, 0.762, 0.560, all P<0.001). In addition to IFN-y, the
expression of caspase-3 in labial gland is positively correlated with LC3-II (epithelial cells), LC3-II (inflammatory
cells), focus score, serum IgA and RF levels (r=0.646, P<0.001; r=0.454, P=0.004; r=0.688, P<0.001; r=0.376,
P=0.020; r=0.337, P=0.039). In addition to IFN-y, caspase-3, the expression of LC3-II (epithelial cell) in labial
gland is positively correlated with LC3-1I (inflammatory cells), focus score and ANA titer (r=0.800, P<0.001;
r=0.788, P<0.001; r=0.467, P=0.003). In addition to IFN-y, caspase-3, LC3-II (epithelial cells), the expression
of LC3-1I (inflammatory cells) is positively correlated with focus score, ANA titer and RF (r=0.727, P<0.001;
r=0.459, P=0.004; r=0.410, P=0.011). Conclusion: IFN-y, caspase-3 and LC3-1I have high expression in the
labial glands of pSS patients and there is a correlation between the three. The three are positively correlated with
the focus score and ANA titer, which suggests the activation of type 2 interferon pathway, apoptosis and autophagy
of lip gland epithelial cells, autophagy of inflammatory cells may play an important role in the activation of pSS
autoimmunity, which is worth further exploring.

primary Sjégren’s syndrome; interferon-y; caspase-3; LC3-1I
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N S
1 AR AR R E R AR T2 (HE, x 200)
Figure 1 Degree of the lymphocyte infiltration in labial glands (HE, x 200)

(A)pSSEE; (B)AEpSSEH -
(A) pSS patients; (B) non-pSS patients.

e $& PR RS Tk Ay

B2 IFN-y, caspase-3, LC3-IITEFIRALHHFRIL(IHC, x200)

Figure 2 Expression of IFN-Y, caspase-3, LC3-II in labial glands (IHC, x 200)

(A)pSSIBEMRAILUFN-y %k ; (B)IEpSSIEMALLUFN-yik; (C)pSSIEMAL L caspase-3K 35 ; (D)AEpSSBENELL L caspase-35%
ik; (B)pSSIBEMRALILC3-1IFRIL; (F)IEpSSIKIRAILILC3-IIFIA

(A) Expression of IFN-y in labial glands of pSS; (B) Expression of IFN- in labial glands of non-pSS; (C) Expression of caspase-3 in labial

glands of pSS; (D) Expression of caspase-3 in labial glands of non-pSS; (E) Expression of LC3-II in labial glands of pSS; (F) Expression of
LC3-ILin labial glands of non-pSS.
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FR1IFN-y, caspase-3, LC3-II7EpSS. IEpSSEERBETHREER
Table 1 Different expression of IFN-v, caspase-3, LC3-II in labial glands

IFN-y Caspase-3
SreH n
= + ++ +++ V4 P = + ++ +++ Z P
pSS 19 1 1 S 12 0 2 4 13
-4.689  <0.001 —4.103 <0.001
AEpss 9 9 8 2 0 0 12 6 1
LC3-II (in LC3-II (e
i (in) (ep)
= + ++ +4++ VA B = + ++ +++ VA P
pSS 5 6 5 3 0 5 6 8
-4.887  <0.001 -4.950  <0.001
3k pss 17 2 0 0 12 7 0 0

LC3-11(in) /BT R MEANIEAT LC3-11 ik, LC3-(ep) FrnJ M I A A LC3-11 ik,
LC3-I1(in) represents the expression of LC3-1I in inflammatory cells of labial glands; LC3-II(ep) represents the expression of LC3-II in
epithelial cells of labial glands.

R2IFN-yRIL Hcaspase-3, LC3-11, kHHEISHIK MiE REFIEFRAHEXE

Table 2 Correlation between expression of IFN-v and caspase-3, LC3-II, focus score and serum immunological indexes

ZH Caspase-3 LC3-Il(ep) LC3-I(in) kEMEFERL ANAJHE  C3 C4 IgA  IgG IgM RF
MRS 0.549 0.822 0.757 0.762 0.560 -0.017 -0.039 0265 0240 -0.209 0.198
P <0.001 <0.001 <0.001 <0.001 <0.001 0918  0.816 0.108 0.147 0209 0233

33 Caspase-35RIESLC3-II. KIS HIR M E REFIERIEXE

Table 3 Correlation between expression of caspase-3 and LC3-II, focus score and serum immunological indexes

2R LC3-1I(ep) LC3-I(in)  AEMEAEEL  ANAWHEE C3 C4 IgA IgG IgM RF
LB 0.646 0.454 0.688 0.291 -0.048  -0272 0376 0177  0.006 0.337
P <0.001 0.004 <0.001 0.076 0774 0099 0020 0287 0973 0.039

FTALC3-1(ep)RIZSLC3-11(in) . kT MEISEIR M iE R EFIEFRAIHE XS

Table 4 Correlation between expression of LC3-II(ep) and LC3-II(in), focus score and serum immunological indexes

S5 LC3-11(in) JEMEFE S ANAJH C3 C4 IgA IgG IgM RF
LEE S 0.800 0.788 0.467 -0.095 -0.238 0.216 0.132 -0.191 0.144

P <0.001 <0.001 0.003 0.569 0.151 0.192 0.429 0.251 0.388
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3RS LC3-1(in) R iE Sk 4R B R i e i FHE AR A FE X 1%

Table 5 Correlation between expression of LC3-II(in) and focus score and serum immunological indexes

S8 SRR ANATH C3 C4 IgA 3G IgM RF
BT 0.727 0.459 -0.168 -0.255 -0.007 0.123 -0.212 0.410
p <0.001 0.004 0313 0.123 0.967 0.462 0.202 0.011
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