— 1486 — BERERKFZEHR 2021 ££5 46 &5 12 #3 ( Journal of Chongging Medical University 2021.Vol.46 No.12 )

JERBWFSE DOI: 10.13406/j.cnki.cyxh.002687

Tl g 2 OB DR s /1 Bl 22 T 2 Do 2 e 4t 3 1 £ 97 1 T

%:}g‘%l’*gj iﬁi27&9ké&#§:1v$g%1,tgl%l’ﬁ‘§}&]’§§;‘%‘q&1
(1. JFI D EREPEI R, L 06300632, S bH TR E BE Bt 4 BRER 55, JF 1L 063000)

[# Z B HEE A AL 2 BOBEIRAE db/db /N R BN BBV ER . Fai% ik 8 SRS Ik db/db /N R
20 H BENL S WAL AN PB4, R4 10 L BEHLIER 10 H db/m /NN IRA , B e/ U4 T 3 E 1 (20 mg/kg) T
B R RIS R L0 3 B2 T A i A FRER KV S KT B 1 IR GELEAA 2 6 8. R e 4l Ak iAAr i C I TR T M 2 A (glial

fibrillary acidic protein, GFAP) | WA R4 2H il CA1 X RIS AN A AU B0 AL, SoRe 2R AL v Aa i X R 2H AR TR0 2H Al
TS CAL X fIE Bz 2% 25 11 -2 (lipocalin 2, LCN2) /K i 1 25 1 -4 (aquaporin 4, AQP4) FEIA 1) PHIE 40 f 8 . R H
TUNEL (&R D CA1 X LCN2 ,AQP4 5 2B R AN A T- 1 9C & i RT-PCR 1 Western blot Rl B 2H AL A
My 240 6 o CA1 X LCN2 VAQP4 | 1 %% 5% IF T -« B (nuclear factor kappa B,NF-kB) | W& F P P 2 e e 1 T -3 (neutrophilic
alkaline phosphatase—3 ,NALP3) 315, 455 AR EH 25 I LA (glucose , GLU ) |5 %% G 26 1 (high density lipoprotein, HDL)
i j.@E(tri?grlyceride ,TG) e IH [ B (total cholesterol , TC) F2iA 45X} FE41 B B TF &7 , i & Fe By 2 48U 41 GLU \HDL . TG . TC %)
Fek I AR (3 P<0.05) . Se gl b bR  BERIL] GFAP ARic i T S B A AR S i FLIRBUE K il 2 A K 3 iy
2H A] Bk B IR R AN AT 25 D SR IR R A A B (1Y P<0.01) , s Ak W BRI v LON2 NF-kB NALP3 FH 2
JROEC LRGN, T AQP4 BHEAN MBI ; T E 4 AQP4 BH AN M 34 i, LON2 \NF—«B \NALP3 FHMEAN IS /D (35 P<
0.01), TUNEL 4t 7R BRI v LCN2 SR T-4nEs434 i, AQP4 WIBH S /b s B i 4 S B RUA AR EL , PR T- 40 LCN2 PH%
A S A AQP4 B 4 5k BT 384 1 (15 P<0.01) . RT—PCR FI Western blot 455 i , S RIZHAH [ | 75 B 4H AT
I, CA1 X LCN2 NALP3 NF-«B ik, Bl AQP4 1931k (34 P<0.01), Z5it . F/ripst A &tk 2 BOB IR /I SR TR I 4 ifg
P05 EA AP VE T, AL T B 5 FEAIR LCN2 \NF-«B NALP3 FIHS T AQP4 ik K,

[ SC$8R) DRH DRI ; 751719 s i A2 28R 1 -2 /K 7 -4 BB IR T4t

[FES S ]R741 [ CERFRERD A [ 75 B #312020-06-12

Protective effect of carvacrol on astrocytes damage in type 2 diabetic mice
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[ Abstract]Objective . To investigate the protective effect of carvacrol on astrocytes injury in spontaneous type 2 diabetic db/db mice.
Methods ; Twenty eight—week—old male db/db mice were randomly divided into model group and carvacrol group,and 10 db/m mice
were randomized to the control group. The carvacrol group mice were given 20 mg/kg intragastric administration of carvacrol ,and the
control group and the model group were respectively given the same amount of intragastric administration of saline ,once a day,for 6
weeks. The morphological changes of astrocytes in CAl area of hippocampus in different groups were observed by labeling glial
fibrillary acidic protein (GFAP) through immunohistochemistry. The number of expressed positive cells of lipocalin 2 (LCN2) and
aquaporin 4 (AQP4) in CA1 region of control group,model group,and carvarol group were determined by immunohistochemistry.

TUNEL was used to detect the relationship among LCN2, AQP4 and astrocyte apoptosis in CAl region. RT-PCR and Western blot

were used to detect the expression of LCN2,AQP4, nuclear
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factor kappa B(NF—kB) and neutrophilic alkaline phosphatase—
3(NALP3) in CAl area of hippocampus in control group,model
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levels of GLU,HDL, TG and TC in the carvacrol group were significantly lower than those in the model group(all P<0.05). Immuno—
histochemistry showed that the number of GFAP labeled astrocytes in the model group increased and the number of branches
increased , while the carvacrol group could improve the morphology of astrocytes and reduce the number(all P<0.01). Immunohisto—
chemistry also showed that the number of positive cells of LCN2,NF-kB and NALP3 in the model group increased,while the
number of positive cells of AQP4 decreased. However,in the carvacrol group,the number of positive cells of AQP4 increased,and the
number of positive cells of LCN2,NF—kB and NALP3 decreased (all P<0.01). TUNEL staining showed that LCN2 and apoptotic cells
increased , while AQP4 decreased significantly in the model group,while the number of apoptotic cells and LCN2 positive cells and
AQP4 positive cells increased in the carvacrol group compared with the model group(all P<0.01). The results of RT-PCR and Western
blot showed that the expression levels of LCN2,NALP3 and NF-kB in hippocampus of carvacrol group were decreased,and the
expression level of AQP4 was increased compared with those of model group (all P<0.01). Conclusion ; Carvacrol has protective effect
on astrocytes injury in spontaneous type 2 diabetic mice,and its mechanism may be related to the decrease of LCN2,NF-«B and
NALP3,and the increase of AQP4 expression level.
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