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Abstract ; In order to explore the mechanism of total glucosides of paeony( TGP) in the treatment of sjogren’s syndrome ,24 fe-
male non obese diabetes (NOD) mice aged 8 weeks were randomly divided into model group, hydroxychloroquine ( HCQ )
group, TGP group and combination group,with 6 mice in each group. TGP group was given 0.4 mL TGP diluted solution dai-
ly ,HCQ group was given 0.4 mL HCQ diluent every day, and the combination group was given HCQ dilution daily gastric
TGP + HCQ 0.4 mL, model group and normal group were intragastrically given 0.4 mL normal saline. After 8 weeks , the sub-
mandibular gland tissues were removed to observe the pathological changes of submandibular gland in each group. The expres-
sion of ROR yt mRNA and group. The expression of RORyt mRNA and Foxp3 mRNA in submandibular gland tissue was de-
tected by RT-PCR. The results showed :that the pathological damage of submandibular gland in the model group was signifi-

cantly more serious than that in the normal group,and other groups were improved to varying degrees after drug intervention,
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and the combined group was significantly better than HCQ group and TGP group. The expression of RORyt mRNA in subman-

dibular gland of NOD mice in the model group was significantly higher than that in the normal group,while The expression of

Foxp3 mRNA was significantly lower than that of the normal group. The expression of RORyt mRNA in the submandibular

gland of each treatment group was higher than that of the model group,and the expression of combined group was significantly

lower than that of HCQ group and TGP group. The expression of Foxp3 mRNA in submandibular gland of combined group was

lower than that of model group, HCQ group and TGP group,and there was significant difference compared with model group.

It is suggested that TGP can improve the pathological damage of submandibular gland in NOD mice with sjogren’s syndrome,

which may play a role in the treatment of SS through the immune balance between Thl7/Treg mediated by RORyt / Foxp3.
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Table 1  Pathological evaluation criteria of submandibular gland in SS model mice
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Fig. 1 Submandibular gland pathology of mice in each group( HE 10 x40)
A TER AL BRI ; C R MDD HAT 4L E B4 4. Note:A:The normal group;B:Model group;C:HCQ group;D: TGP group;E:
Combined group.
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Table 2 Comparison of histomorphic score of submandibular gland in each group

4151 Group SYEL n P43 Score
E# 240 Normal group 6 0.00 +0.00*
72 Model group 5 3.60 +0.548 *
F2 AL HCQ group 5 2.200 +0. 447 *#2
A7 A ZH TGP group 6 2.167 +0.408 *#4
B4 41 Combined group 6 1.000 +0.632 **

TE: SIEWAIHE T P <0.05; 5L HETP <0.05; SECEG AL HEL S P <0.05,
Note; * P <0.05 vs normal group;*P <0.05 vs model group; P <0.05 vs combined group.

PP s (W2 2)  IE WA /NEA F IR 3.2.1 & A F i RORyt mRNA  Foxp3 mR-
ZURBIIE > B R T HAB LI 4L (P <0.05) K7 NA Asd R X & ACT )ik

/N AT R ZE 20 BT 20 B S T A AL, et H13% 3 dn] LI, B 4/ B T i 2 21
ARFMZEF(P<0.05), BREAMTHAEHE  RORyt mRNA A9 ACT {HBF R T HAl S50 21 , A7l
M, Gt B B 2E R (P <0.05), v T HAB A, H S IR W H ARG AR A 3%
3.2 JBE/MNRE TR RORyt mRNA Foxp3 mRNA  Zgit=A22 5% (P <0.05) , MR AR TR R R
HIRIZLL L WEZH MIH AT B, SO B P22 (P <0.05) .

*3 KA T RORyt mRNA, Foxp 3 mRNA REEACT b
Table 3 CT comparison of RORyt and Foxp3 mRNA levels in submandibular gland of each group

4151 s ACT(x2s)

Group n RORyt mRNA Foxp3 mRNA
TE# #H Normal group 6 —-1.087 +0.941% 3.535 +1.678%
BiEIZH Model group 5 0.262 +0.413* 2 2.018 +0.637
#E M2 HCQ group 5 -0.174 £0.236* 2 2.426 +0.410
FIA7 B 72 TGP group 6 -0.263 £0.371 % 2.578 +0.488
440 Combined group 6 -1.012 £0.355* 3.147 +£0.399*

T SRR AL P <0. 055 5B LA P <0.05; SR A4 AL S P <0.05,
Note: * P <0.05 s normal group;*P <0.05 vs model group; 2 P <0.05 vs combined group.

SUUNEE T IRALSY Foxp3 mRNA IO ACT (I8 RS EMIRIKUCH  E 441 > BEA L > (A B4l > 5
B RO AT HALAL, LS IER AL A el > B,
MG A B EMER (P <0.05) EA4LRK 4 it

T RAMEE AP BT BTG B (P > SS HYJ A AR A L AR BT, (B S LR B B
0.05) BIEM Z AT B ER A EE LR, T
3.2.2 &1/ RA1 T B RORyt mRNA Foxp3 mR- 4k i Bk T 20 (Th) i 70 A SO AR e 75 SS
NA Aast R ik & 2702 g B Z #5221 T, — A, Th17/Treg

MIE 2 g, & /N T R 2 RORyt 22 [B) A B2 1B 0 -4 S 8 A PR 5 A A e BAT B2
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> AL > AATEFEA > BEA 4 > IEWAL A SR, SEUA SRR R &R . R
/BT BRATZY FoxP3 mRNA ek 272 AN T 4R A4 434k 7 1) R T 47 HL A Al 1) DGRt st I
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2 &4H/INRAT TBE RORyt mRNA Foxp3 mRNA HE3tRxE 24 &
Fig. 2 Relative expression levels of RORyt mRNA and Foxp3 mRNA in submandibular glands of mice in each group 2°*°" values
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2021 42 A 5 H Nature Chemical Biology i , #f 8 & /R [ 3 K2k TRE2E B BB & T — 16 &
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