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ABSTRACT: As a safe, cheap and effective diabetes drug, metformin has been used for many years. Diabetes increases the risk of
liver cancer and affects its prognosis. In recent years, it is found that metformin reduces the pancreatic cancer risk in the treatment of dia-
betic patients, a large of experiments also prove that it has anti-cancer and synergistic anticancer effect. This paper focused on the effects
of metformin on treatment of II type diabetes, discussed the curative effect on liver cancer, suggested the molecular biology mechanism
of inhibiting tumor, listed the latest experiment researches, analyzed the existed clinical data, proposed the further study of anticancer
mechanism and clinical treatment. Metformin for a future role in prevention of hepatocellular carcinoma in patients with type II diabetes
are briefly summarized and future prospects, which in type II diabetic patients with liver cancer in a prospective study of the effect of
treatment. Metformin for application in other cancer prevention also raises possibilities.
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OB A ARV PR R T 5% T T 240 B ol S 2 OB D o
i R ARV P, 3 LI ok AR AR I Y75 A8 2500 , 0220 9 7 I
PR S RO R R AR T -1 AR, S5, ZH U
Franff S 2 iR i A A DR AT 1 fRTss &5k
TR IR N M, X — B BT BERR IR (adenosine
monophosphate, AMP ) ) 3 Jji1 F11 = i I F (adenosine triphos-
phate, ATP)A ™A=/, 17T S 80T 58I IR+ s (AMP ki-
nase, AMPK) %54 (1) AMP B, 11 AMPK 7 1F & 2R ifg Fl
e 240 e BT SR A G A A RIS (10 DGR 5 AR S s o
AN R ARSI B SRR BRI RS I T AMP R84
A fb ¥k AMPK 3% i J5 {2 #F T JH i B B1  (liver kinase B1,
LKBI), {fi AMPK B4k, it >k AR #E T Tscl/2 FE K i
Ao X— RIS NI RL T X mTOR K 0, — H XUIGE
S EE AMPK B T S, ZHCHT, 6 BH LR T4 R R
PR, St a B LSRR — FOBUAIIA T e axk Z2 Rl
TR T e 5 28 SRR, AL M i 25 BB WD R W PR Ak T B I
B1E, ZBEHiNG a #21LME 1 (acetyl-CoA carboxylase 1, ACC1),
Z Tk % i a ¥R AL il 2 (acetyl-CoA carboxylase2, ACC2) Fl
HMG-CoA i J5 1) AMPK il Vel T A5 iR 5 Bl ) 2R38
JEROE T TR B a FRALEEY, Ak, AMPK S ik X i s K]
+ SREBP-1 ¢ py#iifil /E F il 1 e i & ™, 2% ¢ K]
T T AR RN 5 28 0 i g | 51, AR R RS M i i (alco-
holic fatty liver disease, NAFLD) & il WLTH R . A BRI
FOBUIAE IR 5 B 107 PR A b B T VE A, XA
T IMEARTEH T o A R -6 X PIA IR H -, X AME
FHAT LA 4200 AMPK. AT I T i S RE BBR 1 B- A4k,
E—25 B T AR I HEAR . T SERIFoT 2N B — Y SUVIGE 33 s
A SRR T 7 A LR T 75 5 0 i 5 O3 e A R A
HifEH.
1.2 ZEWALRT PI3K/Akt/mTOR 18 B &9 8508

PI3K/Akt/mTOR il i )0 7 g v 1234 DL, 3X —
PS5 T ARG B BT A B A AR R I A A
SRR R IR SO0 4 F P BERR b . AEX D — SN R Y
LKB1 28/ B g6 8o — H UK Z /038 i LKB1-AMPK
ALY mTOR 38 B A= 7 A = 3RAT AT LGE B )
MBI LA K e i BAV IR 5 22 88O e & e A0 A7 0 AR
PEIERT . TR XTI I ik A 225 BRI BEAE TS RVE
T e e 40 A R 1 28 52 M S 3 i 3R RS, XA AR g
T i 5 22 A SRR R URR . e, —FBUNTA I T mTOR 3
B R T YRRV 282, X BE N 2 TP ALHE T elFAE  1fij elF4E i
H LA elF4E- 454 45 [ (elF4E-binding proteins, 4E-BPs) {12 =,
FEALE o 4 4E-BPs i@k mTORCI1 BEFRILAT(E /3 25 eIF4E , jx b
elFAE 5 AR 13 FA G T TR, XA ass 17 5
KA OUHARE T AN S A A A0 M T F2 ) A
IR Y mRNAs Zafi i #1132, mTORC Y AN £+
AL T VA A5 A0 M R U Y eyelin D, 5 S RORE 14 7 A= 1
p70S6K => phospho-S6 , A1 15 I i & i i SREBP, i% £L14F
Jibgeg 1) K A i R BT R R
1.3 Z B ARFE R R 20 A A 4K B B 1m) A 5

Weinberg £l Hanahan X — B SUNT g () B4 i 2
ZROf B T RRRES HE IR e A A v A AT ) TG A AR PR
BT E AR BENA R, PR A A 4 I Bl Bl AU BELAS . SR
T e A M 0 B 7 Rk S e B o 7 S A R 3 1) 4% 14 T AT
R I AMPK & PEAS 2 .mTOR 385 728 45 B0 RIS 32 45 10 240
AR, HBUE R AMPK B TEALFI R 2] T fh 2B AY
YER o A AR A AL I AR i A A K AR 28 A P e B 2 G 3
FIVER, A TSR MR B — IO FR05 2 T Lo MR IRSE
K -o, £F BRI SR -1 s i s AR i A s 1R 5
A 87 1) 3 5 VR RS 17 1L A B 2R K 7 (VEGE) K, e
0 T A A R
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ZHUOBUIGE 1 p53 AR s 7 A AL FE S S A R T
PR TER], IMEAHIEER p53 25T DNA $ifnE R A
AR IEE . pS3 MBS EE SRR Z AR NS T ARy
JAT-, p53 A M 25 ¢ E AL 2 (cytochrome ¢ oxidase 2,
SCO2) & Lt 4 , AVFZRRLAA AT AU LR AL . FER
50% g Fh ] L p53 BRZ A, kLB SCO2 W shid ),
T HAEBRAEAEE T 20 A QA T IS BN ARER, ik L4 g
A T T HOUNUT 200 BE 5 fE HLES il 15 2 BE ML I R
ZRAZEAMMIRT . ZF UL T 40 F A& B D1 gk
K, A A I FE R S A DG R E FFR A3 B T 4R S 4
PR — A OSUDICAE LA 3k S e & A e e v ) S S 3 T
e

TERSMSEES A P9 H B4 IESE W SUIRTE HepG2 #F11
Huh7 Y 40 MR A P B RO e o 2 JUA T Jee 4 g
Pieb LA S A0 FHBE A TE Go/Gy AP, 35X 5 g1 400 ] 301 2
FI A DG, e 20 M R B8R 1 DI AR R 1 E 40
JEOEE (AR 4. PRPHREG I R E 2 E R T U XUIR
Al fgif i mTOR & B 7E AN T AN IEIE SR | 20 M 4 oo i v
FEE TR, AEAEPWE—IT HepG2 #1 FUAM AL AT EI AR B4 Y
WFFERIER] 200 250 / T3afg H il A4 = GRS 30U
JARFR> T 40.8% X I FE I SR — U] T mTOR
TR I BTA L] A T 4R A T R T A
TR RS R R N R A v, F SN UE 3 Ao T
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T Z RS S AR AR
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