— ] wion i on RaftASHAX R
BB X mE S HT-22 40 i £
2R EH

PHELRALEL,FZE2WMLNEEL,EHA L, AW L, JFHLT 2
(1. FMAgl K2f BBlr 5 TRR2ARE, TAK K AR 1301182, W ARM K : & 5 5 iR 24 B , Wil
B 311300)

W OE. AR SRS S HT-22 @008 4 i A M B 240 20545 A8 IR Ake & 3T S48 4 -3 HT-22 @ je 4545 49
AP ZIRAPAE R 25 R, B A B33 Am g e N 0 F) B AR R AL, R ) B AR AR R BARAT 2-(N-7-R k2,1, 3-
ot & ek 4RI ) -2-BLEA-D-F) B 42 {2-[N-(7-nitrobenz-2-oxa-1, 3-diazol-4-yl ) amino]-2-deoxy-D-glucose , 2-NBDG | %
KPR Fo R B AR IPOR A3 e, B E I e B 45 5 T HT-22 e MR B £ b KT, &9 Sk i X3 R A5
MieF R E I m R ARAN X B G £ A AT LA B-Catenin/GSK-3B & & & ik, 4 b, #l& 7T ALt B-Catenin/GSK-3B
A% 5B 5% A 2 RV R B MR AL AR R IR, B M 3 e R kAR KR G Rk It B E B pE R S e AP 2 .

KB ALl SRR 52 BB R R s HT-22 2a e 4 B4R A

Neuroprotective Effect of Thiamine on High Glucose-Induced HT-22 Cells
GUO Linxin',ZHAO Fanrui?, LI Yanru', LIU Chunlei', WU Dan', FANG Li', MIN Weihong? "

(1. College of Food Science and Engineering, Jilin Agricultural University , Changchun 130118, Jilin, China;
2. College of Food and Health, Zhejiang A&F University , Hangzhou 311300, Zhejiang,, China)
Abstract: In this work, high glucose-induced HT-22 cells were employed as a model of insulin neuron damage
in the brain to evaluate thiamine’s neuroprotective impact on HT-22 cell damage generated by high glucose.
The results showed that thiamine significantly increased intracellular glucose consumption, as evidenced by an
increase in fluorescence intensity and glucose uptake concentration of the glucose uptake fluorescent probe 2-
[N-(7-nitrobenz-2-oxa-1,3-diazol-4-yl) amino]-2-deoxy-D-glucose (2-NBDG ) ,as well as a significant increase
in insulin secretion in HT-22 cells induced by high glucose. Western blot tests showed that thiamine dramati-
cally boosted synapse-related protein expression and regulated 3-Catenin/GSK-3[ protein expression in cells.
The above experimental results showed that thiamine may control intracellular glucose consumption and uptake
through the B-Catenin/GSK-3f signaling pathway , thus boosting the expression of synapse-related proteins and

reducing high glucose-induced neuron damage.

Key words: thiamine;high glucose-induced damage ; type 2 diabetes mellitus ; HT-22 cell ; neuroprotection
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2 HUHE PR (type 2 diabetes mellitus, T2DM ) J2& B
PR (diabetes mllitus , DM ) H 5z 35 38 14— F , I R (7 e
L 80% , B Y FEEURFALIE =y MU AT BR 2 2K ke = A1
B 5 R , 3k 26 PR R AR L PR LML A Gt , 24 1 52
EIZTseM s AR 2T e A2 45 405 R AT 1) B 7R 2 1
B (Alzheimer's disease, AD)5 T2DM 2 [a] % HIFH %,
AR K 3 BB R (type 3 diabetes mellitus, T3DM)®2),
WF 58 & B, T2DM H 35 i b A B AD AR DG IE R 1Y &
AR IR B R AR R T, AD 5 T2DM SR A
PR 25 W e A A B B R R, AP — 2 R,
IR P 2 AE T2DM 55 [X [y AD REfG AR K #2  ELAE
FHBL, T2DM FR 35 K R & 28 AKF T B BBEOR R i i 26
W RE B AP, 5 DR IRIBE AR, R 24 X, 4n
N EER AR SRS A I RS2 AR S A T B
PEVERR I R M ANE 25007 5 AD AHOCHE 2,
23 TR PR B RIS BTLL, B i A i
ROV R ECE S e e I R TR —.

T E R (thiamine ) J&— 285 WY/ IR T,
Tk A HUAR B B G R, 220058 o IR A L, I IR
WFFERMT, AD FEE ki A ik A A A I 2R e = FAg 5
RGO S Ah i = 23 5 0 il P4 R A, 53403 i
2T, 5] & AD BYAR G AR, B 2 AT L
ik VR i A QA DG il () 05 PR R FEAE A AR
MRS, TS T2DM AHSCHERI), [RII), &2 Sz
A B, M e Eh i R M T AE K A B RS
FEE BN, 7E T2DM Il AD & ML A K ik
o B R B AR R R A iR X s R BUMBE R
L 52 ) A Hik 46 26 W 00 R 5 TR G 21N J 25 S U
WHEE R TR, JF & T2DM 5L AD AH5C 5%
AT B 5 R S R R A A R,
ok B A 8 O 20 LT v AR BRI PN R ) RE 1R
W, XTI AD REAR A HoAA B S, AR
R EIF 5 HT-22 /N B B b 28 S 4 45403 , 2000 o g
RS T HT-22 403540 0 pf 2 3P VE AT, DA
WA BRREZR A T2DM T3 B0 A AR DA A2 B9
Fh R LRl e S

1 #MR57EZ®
L1 ARSI

HT-22 /NI S P 2 T4 3 T8 AR )
RHEA PR 7 5 a-FEAEE (2 000 Umg) | o1 40 B 11
(100 U/mg) . — H FE K (dimethyl sulfoxide, DMSO) |
FH L EmE 51 (4, 5-dimethylthiazol-2-y1) -2, 5-diphenyltet-
razolium bromide, MTT]. Bl - % W% | &% B % (400 )& >
99% ) % il 3 4B A 4G 4 1 (p-nitrophenyl-B-D-gluco-
pyranoside,, PNPG) .D-(+ )-8 %t (4l >99.5%) - 3
Sigma-Aldrich A v ; R F - £ — DU £ 2 (ethylene

diamine tetraacetic acid, EDTA) (0.25%) : 35 [H HyClone
N ] 5 WM R (bicinchoninic acid, BCA) 45 ¢ &
AR & 2R B E A (« - toluenesulfonyl fluoride,
PMSF) | & it 5 fe 92 U3 3 56 2% h W (radio immuno
precipitation assay , RIPA ) i 24k« R38R = KAWL
AATBR2 B 5 i 47 17 (fetal bovine serum, FBS) UL :
% [E Thermo Fisher Scientific 2> &) ; DMEM & B 5% 55
3 3 Gibeo 24 Al s A AR & RS 2 A&
U AR TR SERT s AR BRSO LR 2-(N-7-
T HE-2, 1, 3- A8 F 0 -4 -5k ) - 2- It 4 - D- ) 4 i £ 2-
[N-(7-nitrobenz-2-oxa-1, 3-diazol-4-yl ) amino]-2-deoxy-D-
glucose, 2-NBDG | : i Z FEHLAE Y & 25 B A BRA
Fl s WER £ 2% i % mh I 20 (phosphate buffered saline
with tween 20, PBST) : R JR LY RHA R W 5 %
fi 2% (synaptophysin, SYP) Jixi I P 41 2875 572 K ¥ (brain-
derived neurotrophic factor, BDNF) | B-Catenin ,GSK-38
JE[H Cell Signal Technology 7 il ; 21l J8 £ 4 F5E (poly-
vinylidene fluoride, PVDF) . 2% [E BIO-RAD Laboratories
INE] P Insulin FIBEAR 13 42 AL W7 (horseradish peroxi-
dase , HRP) : Z #2250 A= W) B 45 4 PR Al ; B-actin 4,
6- R FL-2-FE LS| L (47, 6-diamidino-2-phenylindole,
DAPI) .FITC Fric th£Hif 1gG (H+L) : iRINFELE /R A=
VIR A B B 5 IR 2% v £ % W (phosphate buffered
saline, PBS) . #8 f3¥4 5i fk 2% % )G (enhanced chemilumi-
nescence, ECL)W: Ki&ER WA A
1.2 a5

CB150 BIANAI % F%46 . 75 Binder 23] ; DH100-4
T CfE R % < AN F (S AT FR 2 7] 5 SHP-250 A=A s
FRAA bR 2 L 9 A A PR 1) s Fluoroskan Ascent
FL B FRAY : 35 [ Thermo Fisher Scientific 23 %] 5 Im-
age Quant LAS 500 BEIR 1% 2 5t : 5 ¥ GE Healthcare
U5 E] MRS 28GR S WA  f5E Carl Zeiss 23 A ;UV-
1700 250 A] WL 4356 T HAS SHIMADZU A H] .
1.3 Jik
13,1 o HAHE TGN FEA o-VEA BRI ] A &
1301 oS A H I ) 5%

Z: 7% SCHR[15109 7 25, 765 4 50 wl PBS Wl A
20 wL ¥ 73 ) 0.1.0.4.0.8.1.2. 1.5 mg/mL Y5 fi%
R (TES AT 10% DMSO ) PBS Higfi) SR J5 1
A5 pL oA T EAT (10 UmL) . BESMA 10 pL
PNPG FIF RN IR AIE 37 CA4MF T & 20 min, B
Ji 150 w89 1 mol/L Na,CO5 ¥4 ¥ VAASE 1F KW, Blibr
G 2E 405 nm b BYWEEE o BT 0 A [ % BRLoT
o AT IR (X, %) I HRA R,

x=A"B 0o
-~

oA 2 HAL(PBS) OG5 B, M Ab FEAH (4%
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e 2 1R R ) WO
1.3.1.2  o-JEREEMHIR

Z2% CHRI TR 785 B 10 L o-BEM BEHA TR (10 U/
mL) I 20 pL B A% 28 % i (i FE 4351 2 0.1.0.4.0.8.
1.2, 1.5 mg/mL) IR G, BB TE 37 CAALR IR F0 . Bl
J& A 500 L FT i 40 B0 1% 1 UE K U W
5 min, Z54JF A 600 L 1) DNS {5 1k [ N, 4R J5
7E 100 C TR AU ES P 10 min, B H 5 H L4 0] W4
FEVEEETHAE 540 nm AL A2 WO RE o oo-TE #3136
(Y, %) IR A F .

Az - Bz
Y = i x 100

KA, M AL (PBS) WG B B, WAL HEZ (4
JHe 25 /BT S W ) W o B
1.3.2  HT-22 433

A RS 75 2508 - HT-22 0L 7E 37 °C.5% CO, 14l
MO 4G T, LS AT 10% 640 10075 T 19% 75 5 R 5w
F 1 DMEM 552 B i1 TR 9% fE Al & a5 21 2 86%
B, AT A

B SR LA R 45 2 1.8 g D-F A9 B INAE 10 mL
A 10% JRA4 T 1% 5 5% £ 45 Z 1Y DMEM 1
FRH,0.22 pm JEAL L E , Hl £ 1 000 mmol/L =5 H Bk
W o WS ARHR ISR B R A R R A )R
1.3.3 MTT ik
1.3.3.1  AN[EMe BEAR e 28 % HT-22 4 i 376 15 v

SR AR WU K Al 72 96 FL AR H A AL in A
100 wL 40 2 (BEFL 24 6x 104 >4 ) , 76 40 i 3% 55
FETPRESE 24 ho FEBR LVEWL A 100 wL &4 AR
B B e £ (25,50, 100, 300, 600, 800, 1 000, 1200,
1600.2 000 pmol/L) K5 F2 HEMFF 24 ho Bk LW,
JA 100 wL &5 A 5 mg/mL i MTT 55359 , 4k 2: 15 37
YA 4 ho W B, ITFES N 100 L DMSO, {5 FH i}
FRAXAE 490 nm A0 7 W2 ' BENS), A ARIE 1 (Z,% ) 4%
[ 7| P/ W

Asample - Al;lank
z= Ammm] - Ah]ank X 100

K A WAL (R FR \MTT . DMSO
AL ) W2 EE 5 A ool N2 FAXT BRZL (MTT . DMSO 21 Jif1)
WP 5 Ay AR BEZH (MTT . DMSO) W6
1.3.3.2  AS[E) ¥R i xt HT-22 20 it 375 1 5 i

i) 1.3.3.1 "1 96 FLAR 40 M 85 357 7 i, WO S A ) vk
A M 15 3205 B e, B % 3k vh A A VR B 50,75,
100,125,150, 175,200 mmol/L W& 24 h, & MTT
RGN 2 A0S 77
1.3.3.3  Bhe 2% mbiabi s HT-22 49 £

[F] 1.3.2 48535 771 WO AH [R] v i 40 A a5 5

BE, B HT-22 H07E A8 1 SR T 855 % A
AU, SR G 2B BIE T, A 100 wL 35583, 78 A [ i
JHi 2 v i (600,800 .1 000 wmol/L) T T i BE IR B &
24 h, & HANIEF SR BRIA N 1.3.3.2 ikl my
IR TR | SR ] MTT 560 22 4A 3% 7
1.3.4  HATFHHFE S BRHUA BB 5 2R 43 h il
1.3.4.1 B4R S P 2 43I

HT-22 A fd 45 T4 i 35 = 1L, e B 40 /5,
AR BEE WA i3 720, LA 1 000 r/min 2.0
10 min, B 198 W, I AR 40 4 2 i) 5 R R 5 253K
G A A THRAE
1.3.42 2-NBDG 45 B )

2-NBDG J&—FP o Ehnic iy 2- R 4 1 2 1 1 25
Yo AMEAE 12 FLARCT B R AL B SRS Ak
& 100 wmol/L 1 2-NBDG, 7E 37 ‘C F553% 1 h, Bt
TED G B D s T EE .
1.3.5 HpERE

¥ HT-22 g fE 6 FLAR K375 H PBS vk, H 17
FE TRIEAT 41 FE 22 20 min, {1 0.3% B9 PBST B8
A3 10 min, PBST WU/ 5% W=F 1 7E 24 'CF
$ P 40 2 30 min, FHT Insulin (1: 100, A& FL ) 15 &
15 h, PBST ¥t 3 5 , FITC — 4 k6T 1 h, DAPI
Pt 5 min, PG B W ABEEE 04T
1.3.6 A RPEENIL

FHTYE 19 PBS W5 VR4, FEAE VK 1 & A 5 il
0 ) 7500 R T AT A1) R0 ) RIPA 284 2% oy ad 47 4
fi# o 1E 4 “CTFHEAT 30 min JR3% )5 Kr 4TI LA 10 000xg
fE 4 °CF B0 10 mine WA LIE W, I H BCA 2
e I R S e A P AR s . B RE, FUK B
JBE 1 h, VRS TERR R B P 2 h, INA—T 4 CRE IR
R PRI —HUEE 1 h, VEE, 78 Image Quant LAS
500 &t LG R GE P AT IR I, R A Image) 4K
P53 #7 .
1.4 BEAHE S5 b

i | GraphPad Prism 9.4 T. EL2& i 804 R | 356
VAT 3 0, B A B8 LLF B E b5 o 22 380
One-way ANOVA SATREAS 2, AN RN PR IR
B B AFAE i M 22 57 (P<0.05) , ANl RS F %R
S A B AR B PR 25 57 (P<0.01) o

2 HBRESH
2.1 HT-22 4G HEarsT
201 NI P A e 2 R A4 L P P S e

T 2 A —Fh e A & 1 2 0GR
DN RETE /N, FEAE Y 5 N XF 4L L T JC Aol 8
FAEFRUOL, OR[RIVR FE A e 22 % HT-22 4H I 7 5% e
LA 1,
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AB A
BCD BCD ABCAIB_C T & A{]ic BCD BCD (o

LI

R PSS LSS LS
/@/ “)‘o‘b\Q\\b

Tl Z e E/ (umol/L)
AR R R R & AL A B 25 22 5+ (P<0.01)
B 1 ARERETRET HT-22 HAEE R 0E

Fig.1 Effect of various thiamine concentrations on viability of
HT-22 cells

B BoR, 525 (M E, B ek
25~2 000 wmol/L T 4 Jitd 7 4 384 Jin 5 I H:AE 100,300,
600,800 .1 000 wmol/L, ¥ BT, & Jfd 37 44 A b 35 1%
Jn(P<0.01), X—IE AT VAN THife R AE N —FhE
BLRHEG , FEIR N S5 T I W0 R R I (ketol -acid
reductoisomerase , KART) JZ v 25 22 Fi fig 12 A 5T B AL [
N R I A SN T A0 AR R R Y AR
PR, 7E — 2 VR BT B Y B 3R BB A i TH A 4T
A R ARG L X AE MITT 32056 F a1 458 1 (X W' J3E
8 TR, B, J522R A 600,800 1 000 pmol/L
B T e 2% ) v AR IO 05 1 HT-22 40 i k47 b 2 AR 4P A
HBE
2.1.2 A[AIe FE R RRT HT-22 41 % M i 5 i

T2DM H 3 K P8 1) i B R 5 25 51 % 40
TyRERZE AL, I 4 A PR T A B X6 e 22 40 s A
AN R E A R BUCIC IR AR, N
[i) e IR E T X HT-22 436 1 B 52 ma L 1] 2.

1101

—_
(=]
(=]

TG F1/%
8

e}
(=)

A

A
wop (& &,
ook E=

Ho

H=

80

701

YAILTE F1/%
=

60

50r

40t

2Z5E4H 50 0 75 100 125 150 175 200
P (mmol /L)

TR R S 3R 25 2 A7 AR 35 M 22 5 (P<0.01) o
2 SHETRE T HT-22 HiE N2
Fig.2 Effect of environment with elevated glucose levels on
viability of HT-22 cells

PP 2 ] A Bt A R A S T ey, HT-22 AR

]9 —
P20 T AT , L5 8 40 Uk B8 2 [0 A7 A o T I
KR HaEGUM L, 28 4R KT 75 mmol/L
B, 40 M35 7 44 B REAR (P<0.01) o SRl 40 i % )
TR HA SR RS T, PR I 5 4 2 Bk
75 mmol/L 55 HT-22 40 AR Jyp S5 ik 70
2.1.3  BRBEEXTE A S HT-22 4TG5 i

B JHe R AEAE M FE T BENS 3 HT-22 0TS 77 .
N T) e 35 5 g 22 % HIT-22 200 7 v B 485 40 407 60 45
FYERILIE 3,

b 105

A

100F —— AB

oo =1 BC

& 95F D
R
90
g2
§ 85¢

80 F

J

254l BR41 600 800 1000
TR/ (umol/1.)
sh. Bl Z A AR PRI AR S PR 3OR 441
[AIFTEN 35 225 (P<0.01)
3 TERREST HT-22 MRS PR B RIP1ER
Fig.3 Protective effect of thiamine on high glucose-induced
damage model of HT-22 cells

r 1l 3a W1, HT-22 41125 75 mmol/L 4 %45 4k
24 h J5 AU AHHE BT R R R AR . Xk
Y1 AL SR AR AR N T, IR S AR, 28 s p i
T4 SRR (600,800, 1 000 pumol/L) b
HT-22 4 (4 B R -5 5 760 2 40 A L B EL A
KHRIE AR , 0t o6, 28 il i . H R 3b Al

a. AHIIE 2
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B, SRR AR L, W A 800 wmol/L AT 1000 pmol/L
T Jie 28 Ak 39 240 A 76 P A B 2 14 5 e, 800 mol/L
(14 e 2 Ak FERLZEL A L 6 P v S R B DA iR 2
SR, B e 2856 M 28 T AN M 7E BRI BT T B A 1 R
IS PEAITE R . IR IE, 28 800 wmol/L B il 25 A
RIR O OR AP R BE
22 WM BB AT 5
221 BRBEERXS oA HE AN oS IR A
PARHI oo~ 255 WH T TR oo~ DE Ao T U0 ) 2 Al o
BRI FBEEARI22 o 87 20 W L T R oY o I 7
F AL AT LA K G e AR 3 79 7 i P 9 1231, G 2k 2
Y o DM AR IR O IR AR 24, SR, K309 I T
Al AR 2P, B AR — RO B, = 5
At T P 2 ol S N, X A i v ) G B (oo T Y T D -
HIARETT ) B HIAVE R o X AN AE AR &
P25 AN AT BB 0 1E F « oo- A0 6 TT LK D A0 0 O
ZPHEEATT, M o= 26 A T T U] BV 2 - W S 42211
TR R A o TE K — R SN v B T R L
HEBAEM . il 2 S 5 1 A R Rl S 0, T
T IKSEE R G IR TR SEm AN T o-VE R A o
AT BTG 2, BN N - T A IR o A A
A AR LA 4.

6

=
=

[ it
—~ Bl

451

o

0 0.4 0.8 1.2 1.6
W%/ (mg/mL)

o e IR 22/ %
3

=]

607
—— BT

—o- iR

as|

301

o-SER I A%

151

0 0.4 0.8 1.2 1.6
We &/ (mg/mlL)
A oIS R H A B, - JEBITHI SR . AN T REFROR %
HRIAFAE B 725 (P<0.05) .
4 TR o-EMEEM o-E A VEE BRI HI1E A
Fig.4 Inhibitory effects of thiamine on a-amylase and a-

glucosidase

B & 4 AT R0, B R MR BE O 0.1~1.5 mg/mL B,
XF ou- 4] 2 W TR o - SR R T P G A 4T o 0 SR 2
B 5 R AR A YR R R MR EE N 1.5 mg/mL
B, X6 oo SR AR AR T AT o~V 3 I A 50331k 26.73%
H129.68%.
2.2.2 B E X E A S HT-22 40 H PN 3 260 FE
SR

2-NBDG £}y — PG A2, 5 D-#i4
Wi EL A A 7] (0 3 AR R 2 LA 7 seel, (Rt B
B TIAE DGR 500, LA I 0y 2L 0 40 40 e 3 o 5 2 A
35 TR BRI - 2 5 0 3 R DL R R Sk A A A
R, BB X HT-22 41 7 2 B R BT T X6 48 25 4
THFE RN 52 M UL 5

M S AL, 525 (AUM E RN A S HT-
22 ZHII PN 2-NBDG /% 0 B b B 35 B, SR i, 78
TRBE Z AL, SHRI A L, 2-NBDG A4 2¢ '3 BE A
T E N (P<0.01) , 22 BB 2 ] LA S 35 ol 38 v I AR
WEE N A RIS s . SEAM L, SR

500 pm 4 250 pm_,

500 pm 3 250-um

Ve
; 500 um 250 um
I 12r
A
1.0 -
Y
o
¥ 0.8
- i
D”_S_ 0.6 -
=
)
2 L C
(\'1
02
0 J
REE EARIZH e
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o b
® 1T
= o s
E gl -
=

SOg B4 BE

1 .2-NBDG #&:; IT. 2-NBDG o B i ik 1Ml A AT HHEAE . AN
[F) K b FR 45 AL A AR B 25 25 72 (P<0.01) ANl /NG S8
PR A AA A B 22 5 (P<0.05) .

B 5 BEREXNEFEEEENNIIG

Fig.5 Effect of thiamine on glucose consumption and uptake

SR T A S HIT-22 20 P 1145 2 10 S R (P<
0.05). 7£ T2DM [ =bE PRI T, 200 b o) 7380 26 W 11 1 6
RE N Z B, FEUNMER LT I B S i L
25 W) 240 i T 46 25 0 A I, 2 (i T2DM i — 25
ARR81, PRI, 4 280 0 T RE RN B BCAE 7 55 , 2 S e
MR RE S R AR FE b 2 —2o30 DL ERFST 4 SRR,
T B 22 0] LI 35 A0 R WS S HT-22 40 i P 7 4
THFERMEER, A KA 1 s R

2.2.3 BRI ERAS HT-22 M0 S X5 &
HY 52 )

Ve W PR o 22 PR AR B HT-22 40 A 11 i 1
R MAAI TN RE , B R HT-22 40 A e B PR B
B4 IR B2 25 43 A5 T DL ] 6.,

H & 6 TN, 525 T4 F , AR TR 4 B S
HT-22 4 b 3 5 28 75 i Bl 28 R 5 SR T 5 e 2% Ak
Jei , 5 AR 2 A L 20 P R S 3 S i (P<
0.05) . Bl KRB W& 1 = A S HT-22 40
JiR 1% 2R B AR XS DG E (P<0.05) o 16 R BEEREE T, i
28 TCAN ML Z BN 05 , DA 638 AV JEL 5 2 A0 11 90 R AR I
REN i — L SRS R TR TR, AL &
i P AT A e e A A e A, 25 SRR AR S R
b, HT-22 4 B P4 9 5 3R 18 LA B 43 6 e 7 sk 55 il
Tl 2 0 3 0 W R AR A0 HT-22 400 0 I e 19 K A

A 03201
—~ a
— L
S 0315 T
E
= b
E 0310 o
Rt
Hhie
27 0.305F c
ﬁ —
0.300 — — -
sk iRz BilER

(S

100 | 100 pm

4, 6-—
Jk3-2-
I

12 [k
il 100 pm 100 pm 100 pm

=9
e

C 9r
a
N ——
i b
;.i 6 - —_—
K
=
jusng
-!%/ c
*EP‘; 3r =
®
=
0 J
23 H4H MR BER

AL BREE B BRI B R R A IO C FOLR
BEsE i, AIFNG SRR 2 IR B 3 M 22 57 (P<0.05) .
Blo ThRENRBRS WM

Fig.6 Effect of thiamine on insulin secretion

A8 77, NI AT B F 0% = W5 3 HT-22 4 i 2850
i o
2.3 B R NS S HT-22 20 0 4 22 fi A 56 & 1
0P|

P28 020 N 2 A DG B 1 3R 8 SR A ek 5% fph T 9
G NI HE = AN NTR= Y B E S A IS Y P R E S
ik, FE AT RE S B 2 T B, BN R A
HT-22 2 A P 5 filoAH 5 26 s ma an 1l 7 fros

M E 7 ATAL 525 A M e, mFE A S HT-22 40

A
SYP| e — —— |38 kDa
. —a
B 1.2 - a
s —|_ a
I~ I
9= o8k | | -
K &
T a b
S
T7 04f T
= 1L
0 - J
ZSHH FREARIZH il 2
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e 0O Inee > "
%46 %55 6 RRMARAERE ERiRA 5
_ 22
C 12r a . 150 a
T
= T I N T
;@ S osk | L 1 =
Ta 510 .
EE b 2 ==
EE 04r —+ E
N (;? 5t
(<o
0 ] c
EHUA FERIZH ey ,%l
0 1
AR A PRI ACHT B, SYP 2K HE BEMT; C. BDNF H HE L SR BRI ROWeE

Br o ANTF/ING SR8 3R 25 21 A7 A i 35 M 22 57 (P<0.05) o
B 7 BMEREXNSHEES HT-22 405 A R85 E B B0
Fig.7 Effect of thiamine on synapse-related proteins in HT-22
cells induced by high glucose

S BDNF Fl SYP 25 H 26 i5 7K - . 3 FE IR (P<0.05) ;
SR BN Z AL H S , BDNF F1 SYP 2E (4 3k K - . 3
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