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BE BH:E LM% K B 49 i (marginal zone B cell, MZB ) #= & i, & B 2m it (folicular B cell, FoB ) f& 4% Ik 1% 8 % (strepto-
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MR L, Sl s BARE S ML B 0L 2B 4 R AL SR R RS T D R A AL £ 415 & (glycated hemoglobin, HbAlc) &2,
BR LA B AR (GADGS) ik By & B § FARTAA)R T, il it aF 82000 RBMRHEAT 7 AH - 441 (hematoxylin-eosin, H&E) 3 &, % 9%
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ABSTRACT Objective: To explore the frequency change of marginal zone B cell (MZB) and folicular B cell (FoB) in strepto-
zocin-induced type 1 diabetes mouse model. Methods: C57BL/6 mice were used as the research model, and STZ 55mg/kg was intraperi-
toneally injected for 5 consecutive days to establish the type 1 diabetes model mouse model. Mice with random blood glucose level 2
200 mg/dL (11.1 mmol/L) were considered as successful model. During this time, diet and drinking water of the mice as well as the body
weight and fasting blood glucose of the mice were monitored. Four weeks later from the last injection, mice were sacrificed and then
Hemoglobin(HbA 1c¢), glutamic acid decarboxylase(GAD65) antibody and insulin autoantibody (IAA) were measured. Hematoxylin-eosin
(H&E) staining and immunohistochemistry (immunohistochemistry,IHC) showed the islet morphology change and insulin content. The
changes in frequency and phenotype of MZB and FoB in spleen of each group were detected by flow cytometry. Results: Compared with
the normal control group, mice of the STZ diabetes model group showed significantly increased food and water intake but body weight,
at the same time fasting blood glucose and glucose HbAlc (P<0.0001) as well as plasma GAD65 and IAA levels in the model group were
also significantly increased. H&E and IHC showed that the islets of STZ diabetic mice were atrophic and irregular compared with normal
control mice, meanwhile the number of insulin particles decreased. Compared with the control group, the frequency of MZB cells in the
spleen of the model group significantly increased (P<0.05), and there was no statistical difference in the frequency of FoB cells in the
spleen of the model group. Conclusions: The frequency of MZB cells increased in spleen of type 1 diabetic mice induced by STZ, and
there was no statistical difference in the frequency of FoB cells. The frequency imbalance of these B lymphocyte subsets may be related
to the development of type 1 diabetes.
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LLL #  STZ(Sigma 23], 3& ), MBI HHALR(Teru-
mo A, HA),IAA X7 & .GAD65 it 7| £ (MyBioSource 2%
A, &), FITC $5iC Ay anti-mouse CD45 $if4 . Alexa Fluor 700
FRICAY anti-mouse CD3 {4 .APC #riC Ay anti-mouse CD19 i
& . PerCP-Cy5.5 Hric i) anti-mouse CD21 #i{& . PE #53iC i anti-
mouse CD23 $ji{£(eBioscience 2\ 7] , 3¢ [F), FACS Fortessa Jii =
ML (BD biosciences /AT, ZEH),

1.1.2 £xg 7 JHlE CSTBL/G6 Mt/ EIl B i3 v
OS], SR T A8 3 KA R 2 e TR A8 U A (specific
pathogen free, SPEYR MY 57 . Fild#Eiil4E 20 CL AT AHXHE
JE(55% 10) %, R / BRRERTIE] S 12 /12 h, B kK, skt
PRTRRRZE 1 ACIE K B 2 B B AR B ZE 51 25 AIE .

1.2 ik

1.2.1 ZH@AMHESH B STZIHFET 0.1 mol/L . pH 4.5, HidH)
FrERRANZEm T, T 0.22 pom BB AR ERR A o REOGHCH,
IECI]

1.2.2 Zhisr4R Mk C57BL/6 S2 /N3t 12 B, 4 1 JAliéE

12.3 #57 STZ #ERRFF/DRARE Ao/ BUR# KR i
T2t MBS AT, HEBR B R = S S, BT 10 h 25, I8 s i
SRRV ELB LY STZ ¥E(55 mg/kg), FFEEUEZ: 2 Ji%s
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Fig.l The food intake and water intake of in T1DM mice induced by STZ changed with time
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Fig.2 The changes in body weight, fasting blood glucose and HbAlc in T1DM mice induced by STZ changed with time
Note: Data are expressed as x+ SD, n=6. Compared with the normal group, ****P<0.0001.
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Fig.3 Changes of autoantibodies in TIDM mice induced by STZ

Note: Data are expressed as xx SD, n=6. Compared with the normal group, *P<0.05; **P<0.01.
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Fig.4 Pathological changes of T1DM mice model induced by STZ

Note: Data are expressed as x* SD, n=6. Compared with the normal group, ****p<0.0001.
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Fig.5 Frequency and phenotype analysis of splenic MZB and FoB cells in STZ-induced T1DM mice by flow cytometry
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