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Protective effects of tauroursodeoxycholic acid on the apoptosis of INS-1 cells cultured by

palmitate
ZHONG Ji-juan,ZHU Qun*,MIAO Heng”
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[Abstract] Objective:To investigate the effect of tauroursodeoxycholic acid (TUDCA) on the apoptosis of INS-1 cells cultured by
palmitate in vitro. Methods: INS-1 cells were cultured in the presence of different concentrations of palmitate(0.25,0.50,1.00 mmol/1.)
or comlined with TUDCA (100 pwmol/L) for 24 h. Cell viability was evaluated with MTT reduction conversion assay. The annexin-V/
FITC cell death detection kit was used to monitor cell apoptosis. The expressions of endoplasmic reticulum(ER) stress marker GRP78
were detected by Western blotting. Results; The proliferation of INS-1 cells was inhibited ,and the apoptosis was induced significantly
by palmimte (concentration=0.5 mmol/L,P < 0.05). The apoptosis rate was significantly decreased when INS-I cells were co-cultured
with TUDCA (P < 0.05). Moreover, the expression of GRP78 was increased in INS-1 cells incubated with palmitate (P < 0.05),and it
was repressed by TUDCA (P < 0.05). Conclusion; Our results suggest that TUDCA could protect INS-1 cells from palmitate-induced
apoptosis,and it might work through repressing the expression of ER stress response protein GRP78 and alleviating ER stress.
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= Gibco AW, A 4 MMLIE A A (32 [E HyClone 28
")), /NEBTA Bip/GRP78 BATE R4 (3£ E BD 2
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12 Fik
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INS-1 40N A& 10% 645 1L 7% RPMI-1640
SEAREFEHE (HTHE R 100 U/ml, 555 £ 100 mg/L,
50 pwmol/L #iFE Z 5, 11 mmol/L #ijZjH# , 1 mmol/L
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TR 3TCHKM P E SR,
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Feo THEAFIER=[ K4 D (492 nm)/[HHEX] HRL
D (492 nm) ]x100% .
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AEFE 24 h THACSCEE AR, FHYS PBS MRVEA 3 i, 71
SYIRAT il LA R, SR P =R A AR, AR TN



- 356 - [ PN L

ERVE T KR
20124F 3 A

WEZE A YR <« — 2535 SRR i R A T Ol e e
30 min, FALKEIN, 34l A A FACSCalibur (32
E B&D A )), H Cellqust #AFEF A shik BUAER:
il 2 x 10 NN, 28 ModFitLT #2204 i
DNA &, fa il 4R s T

1.2.5 Western blot #- P it P 52348 % & & GRP78
EOF &

10 em FEFRMLATNA 400 wl 25 H 24000, 425
R, 1% BCA RIEEAWE, BEEA
50 g, 28 10% -+ Jot LA IR 4N — 5 VR4 Tk Jc 268 s F
KR 2 PVDF I I, F SR W # Y TBST
IR 1 h, i GRP78 FUBATEBEPLIAR (TAEHRE 1:
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mmol/L I, INS-1 4L A7 % . 3% TR (P < 0.05),
RN R, W 1,

R1 AEREIZHIEETT INS-1 201G 5E A 2200

Table 1 Effect of different concentrations of palmitate on the proliferation of INS-1 cells

215 n W BE AR (%)
75 X R 5 0.944 + 0.066 100.00 + 6.62
0.05%DMSO 4 5 0.920 + 0.070 97.95 + 6.65
0.25 mmol/L F#HHR 5 0.869 + 0.050 92.16 + 5.11
0.50 mmol/L F#AH R 5 0.650 + 0.027* 70.47 +3.02*
1.00 mmol/L #HHR 5 0.176 = 0.072* 18.69 + 3.40*

a4 bgg, *P < 0.05,
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Figure 2 Effect of TUDCA on the level of GRP78 protein ex-
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Figure 1  Effects of TUDCA on the apoptosis of INS-1

cells cultured in palmitate by examined flow

cytometry
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