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[ Abstract] Metformin is a first-line drug in the treatment of diabetes. Recently, its anti-tumor effect
has attracted wide attention. Some studies have found that the risk of differentiated thyroid cancer (DTC) is
reduced in patients with type 2 diabetes taking metformin. The mechanisms may be associating with improving
insulin resistance, regulating thyroid-stimulating hormone ( TSH) and activating the AMP-activated protein
kinase (AMPK) pathway to inhibit the proliferation of DTC cells; promoting autophagy and endoplasmic
reticulum stress to induce apoptosis of DTC cells; inhibiting signal transduction and activator of transcription
3 ( STAT3 ) /extracellular signal-regulated kinase ( ERK) pathway and inflammation, inhibiting energy
metabolism of tumor cells to suppress DTC cell invasion. Metformin is expected to be a neoadjuvant therapy
for DTC.
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1. Tseng™ Xiid 140 J5 [ &5 75 HuIX 2 UM% R
J75 (type 2 diabetes mellitus, T2DM ) 5 & 34 7BETT , &
BRAR A — H ORI A T2 DM 8 255 2 Al — R OBUBIR Yy
T2DM R & AH L, 4 4 F R B g & R B B B AIK
(24.09/10 J7 A It 87.33/10 7 N) , K 1F J 09 KU
[tk 0. 683 (95% CI:0.598 ~0.780) ., Cho %' 3
BT 35 1 R — P OOUIC A T2 DM 25 A A Al — Y
WA T2DM B 35 (#5128 453451 1 FH IR i 9 &
R BRI U2 447 VR IR B 8 & R ) i
FEAR(31.6/10 J7 AL 51.6/10 T3 N) , % 1E J5 B9 R
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FF R 114 9 2 I 1oy FH — R RSO o A i) g 384
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5 7 4 @ Clinical Practice Research Datalink 3§ 3% J%2
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REAR, AL R 2 A P9 JR B2 258 M T i o R )
FIAE . AEFRIRA LU S R E s AR R
ARG 5 A AE R K 2 AR S B R LR 3 3%
it | 22 & ) % AR NG S50 I, B R T HUIR
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Fe ¥ (HOMA-IR) F&{E[ (4.5 £1.9) H (2.9 £1.7)
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M AME 5 8 5 34 B ( extracellular signal-regulated
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