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The effects of sodium tanshinone [l A sulfonate pretreatment on high
glucose—-induced fractalkine expression in

human umbilical vein endothelial cells
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[ Abstract)Objective; To explore the effects of sodium tanshinone II A sulfonate(STS) pretreatment on high glucose—induced expres—
sion of fractalkine (FKN) in human umbilical vein endothelial cells(HUVECs) and its possible mechanisms. Methods: HUVECs in
good condition were divided into 5 groups:normal group(N),high glucose group(HG),STS group(STS) ,high glucose with STS group
(HG+STS) and high glucose with STS and lithium chloride group(HG+STS+LiCl). After planted HUVECs in DMEM/LG (5.5 mmol/L)
for 10 h,5 mg/L STS and/or 10mmol/L LiCl was added for 2 h as above and then 33.3 mmol/L high glucose was added for 48h.Har-
vested and the protein levels of intracellular B —catenin and p—-GSK-3B (Ser’) were measured by immunohistochemistry staining
(SABC)and membrane fractalkine were detected by immunoflu—

orescence (FITC),and the mRNA expression of GSK-3B and
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FKN were measured by RT-PCR. Results; Compare with N, the
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mRNA levels of GSK-3B (P<0.05) and both the protein and mRNA level (P<0.05) of fracalkine were increased and the protein ex—
pression of B—catenin and p—-GSK-3B (Ser’) (P<0.05) were decreased in HG; Compare with HG,the mRNA levels of GSK-38 (P<
0.05) and both the protein and mRNA levels(P<0.05) of fractalkine were decreased and the protein levels of B—catenin and p-GSK-
3B(Ser®) were improved(P<0.05) in HG+STS; and both STS and lithium chloride pretreatment enhanced the effects above (P<0.05).
Conclusion ;STS pretreatment suppress the expression of FKN in HUVEC induced by high glucose and it may be relevant to Wnt

signaling pathway.

[Key words]sodium tanshinone II A sulfonate;high glucose;fractalkine;human umbilical vein endothelial cells; Wnt signaling path—

way

¥ PR 9% (Diabetes mellitus, DM) X H It KIEM K E K B
B—MEM AR N3, R F R Z X — I B
HETEEEM, (FKN)Fractalkine YE v —F# Z B CX,C
FKabE 70, B DM BERPEGE OO R £ BAHX, A
Ah, 23 Wnt {5538 B0 ARAR, UL R R 5 | R 1 41
HARH R R A AR, SR TS A R 4H Wl #
p-GSK-3p FiLHU] BREIES, AR R, Bt A #
Fk N B7 41 B (Human umbilical vein endothelial cells, HUVECs)
FiK FRKNO, AT BRI STIESL IR ik — 2 R, HHES
HUVECs 35 FKN H AT A 5288 Wnt (55 @8H X0, 55,
FHEEA 1 A 1F8 4% (Sodium tanshinone Il A sulfonate, STS) E.
BULRIERS, (HE R B0 HUVECs FKN #iA5 K £
Wnt 5 5@BREES 5X— IR WICEHRIRE , AP
ESISE 1 A BERRH FIAL BEXY B M 5 9 HUVECs FKN %
IXHYERY b RS 1A BEERENTT BBV ERINLE

1 #MEEFE

1.1 A5 EH

HUVECs (R RFMMEEZR AR ) ,DMEM I0B 5
I+ % (GIBCO) , [Bif (Sigma-Aldrich ) , 45 i 4 L 18 (U 1
FHAHE),SE 1A BBRPNES R GETE, LiEsE—4
25 R F #E5:100109) , PBS 2T S S 4 AL
& .DAB BER(RIELEEY TEAWAT), RITA p-
GSK-3B (Ser®) . REHL K . BT A\ B—catenin 28 5L EH &
(EPITOMICS, Inc) , 470 A fractalkine £ 55 $i{4 (Santa Cruz
biotechnology ,inc) , L FE FITC(L P EHEDHFH AR
PR, S (R TAEY TR (EE)FRAE), Trizel X
G FANE PCR Y RN & (FEY TR(KE)FR
YNCID
12 Fi&
1.2.1 HUVECs 3 # RELW4r40 HUVECs H & 10%k6 4
M .2 mmol/L ¥ L-& EBtREH DMEM/AKFE IS R &, T
37°C.5% CO,.100%3% FE FRISRAE i AR ARG 3R BO g
HAfY HUVECs, BA 1x10* ANFLFF 24 FLAR , LA 4x10* AALFH
F 6 LR, 40 M IEH Xt B (N) R4 (HG) S0 I A %
FRENZE (STS) . B M+ 7S 1T A AR SN 4E (HG+STS) . B+

50 T ABEERSN+ R ALE 4 (HG+STS+LICL) , IO & LR (MTT)
Pl EE ST ,33.3 mmol/L BN R IESEEERE 10
mmol/L LiCl 2y B AL vk B (MR R &) . E WA 5.5
mmo /L) DMEM/EFE 3% 58 3, Wi ¥ 40 A 33.3 mmol/L Y
DMEM/E MRS FR 45, STS H S AW N 5 mg/L STS WK
B (5.5 mmol/L) FE K, Bl +STS HAH S AWE N 5 mg/L
STS BB (33.3 mmol/L) 554 , Bl +STS+LICI 4 Fi & 4K
&4 5 mg/L STS & 10 mmol/L LiCl &4 (33.3 mmol/L) %
Fi3, DMEMARREREFRE) HUVECs 4R 10 h J5# DL F4r4
fIA 5 mg/L B STS 1 (E%)10 mm AY LiCl Fi4b3 2 h, B
33.3 mmol/L FI T 1 48 h 5 , 48 75%~80%Rh & , 45
HIREIR

122 B4k SABC ¥4 B-catenin, p-GSK-3B(Ser®) &
HIE SN FITC YRl FKN B H/KF #& 1.2.1 A HF 4 40
MJE IR B EE, AR L Image—Pro Plus 6.0 24447
15 600 B RSB, BT ST 00T,

1.2.3 RT-PCR #:#l] GSK-3B B FKN m-RNA 7K FEA54L
# 1.2.1 AR HYHSS , R Trizol IXFEEIRBUE RNA, ™
Wi R ARV AT, B Ry i g R i i 4
BB RE 1B 149 00T 44 3E4T PCR 718 . 94°C7F
P30 s, % | FEIEREIR K 30 5, 72°CHEH 45 s, ¥ 3¢ 35 1
PEEF PCR ¥ =¥ 21T 1.5% W B IR MBI BRIk 5 , F
Quantity one v 4.62 ¥4 BARF BT HRBEE , LA H EE S5
WS W HAEBATE 4007

®1 BHSIMFT

EH  5IYFH HERAD BABE

I ## :5° CTG GGA CGA CAT
B —acti GGA GAA AA Y’ seat
—actin . 59.4°C
T # :5° AAG GAA GGC TGG P
AAG AGT GC 3’
%% .5’ CCT CAA ATT AAG
GCA CATCC 3’
GSK3B ) 376 bp 56°C
T ## :5” CAC GGT CTIC CAG
TAT TAG CATC 3’
b #% :5' CCG AAG GAG CAA
TGG GTC AAGG 3’
FKN ] 304 bp 63C
T % :5’ CAT CCT GAG CCT

TTG GCG TCG 3’







— 796 — BEXERIKASSME 2011 £ 36 52 7 # ( Journal of Chongging Medical University 2011.Vol.36 No.7 )
%3 &4 GSK-3p 1 FKN mRNA Fik K
HH GSK-3B FKN
N4 0.047 = 0.001 0.046 + 0.001 § % i ﬁ
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