- 838 - RN R 2019 4F 12 A48 36 555 12 8] ] Clin Intern Med, December 2019, Vol. 36 ,No. 12

- it PREE R WT ST -

U FOIR B FL Sk B TPC-1 40
R 1 5 B L B 5

rE WAE B ERE

N

e

[(WE] BHE BRSO R IR AL S Rom TPC-1 40 M 38 1 1 5% ) B AL . ik
JAAR AR EE (0 mmol/L .1 mmol/L .5 mmol/L 10 mmol/L .20 mmol/L .40 mmol/L) — H XX A 43 51 &b B
TPC-1 4 24 ho >R PG HT B Z0me 5 ( MITT ) 646 D 401 Ff0 385 5% 2 /7 5 R A Annexin V -FITC/PT jjii
FCYH A AN [ e i — F U TPC-1 AR A T 9 B2 i, W] 7E 40 mmol/L 21 I A i B2 16 Ak
0 ( AMPK) #71)39) Compound C, WLEZZH % TPC-1 £ a8 T 4 5200 5 SR JH Western blot 3461
Wik AMPK ( p-AMPK) J% Caspase9 & A F ik, &R 50 mmol/L 4 3, | mmol/L K&
5 mmol/L&H 1) TPC-1 4 {3 %8 e 1 JCRH B.ek 28 (P >0.05) ;1M 10 mmol/L 20 mmol/L 40 mmol/L —
FOBUBIES) AT B S 4 ) TPC-1 2R M 34 AE BE O, L I B AR (P <0.05) , 5 0 mmol/L 4 L4, A
Ry B — F XU ] B B 38 i TPC-1 4 -4 (P <0. 001 ) ; i il A Compound C Ji5,40 mmol/L 4]
TPC-1 41 M 98 T- R R i F % (P <0.001), 5 0 mmol/L 41 %, 1 mmol/L.5 mmol/L,
10 mmol/L. .20 mmol/L .40 mmol/L 2 p-AMPK ,Caspase-9 Feih g, £Ei¢ W BUIKA] i75 5: H R
BRAL SR TPC-1 0 T, B = SUIKiZE S TPC-1 40 MG U8 T 1% 3 F2 7] 88 5 0% AMPK 5 B8 A
X, Al RE M Caspase-9 AT,

[X$R] ZFMIG  AURIRRLORE;  diiETs; RIS LE %A ; Caspase9

Effect and mechanism of metformin on apoptosis of papillary thyroid carcinoma TPC - 1 cells
Li Yu™ ,Xu Jin,He Huiqing , Tang Wan ,Huang Yajun. " Department of Endocrinology ,the Second People’ s
Hospital of China Three Gorges University , Yichang 443000, China

[ Abstract] Objective To investigate the effect and mechanism of metformin on the apoptosis of
papillary thyroid carcinoma TPC-1 cells. Methods  TPC-1 cells were treated with different doses
(0 mmol/L,1 mmol/L, 5 mmol/L, 10 mmol/L, 20 mmol/L and 40 mmol/L) of metformin for 24 h.
3-(4,5-dimethylthiazol-2-yl ) -2 ,5-diphenyltetrazolium bromide( MTT) assay was used to measure the proliferation
viability of cell lines. Annexin V -FITC/PI flow cytometry was used to detect the rate of apoptosis of
TPC-1 cells treated by different concentrations of metformin. At the same time, the adenosine 5’ -mono-
phosphate-activated protein kinase ( AMPK) inhibitor Compound C was added to the 40 mmol/L group,
and its effect on the apoptosis of TPC-1 cells was observed. Western blotting was performed to determine
the protein expressions of p-AMPK and Caspase-9. Results  Compared with the Ommol/L group, the
proliferation viability of TPC-1 cells in 1 mmol/L and 5 mmol/L groups had no significant changes
(P>0.05). But 10 mmol/L, 20 mmol/L and 40 mmol/L metformin all significantly inhibited the
proliferation activity of TPC-1 cells in a dose-dependent manner( P <0.05). Compared with the O mmol/L
group, the different concentrations of metformin could significantly increase the apoptosis rate of TPC-1
cells (P <0.001). However, after the addition of Compound C, the apoptosis rate of TPC-1 cells in
40 mmol/L group was significantly lower than that before (P < 0. 001 ). Compared with the 0 mmol/L
group, the different concentrations of metformin could increase the protein expression of p-AMPK and
Caspase-9. Conclusion Metformin can induce apoptosis of TPC-1 cells. The process of apoptosis induced
by metformin is probably related to the activation of AMPK signaling pathway,which may be mediated by
Caspase-9.
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