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Abstract

Hepatocellular carcinoma (HCC) is a highly
prevalent malignant tumor. Abnormal glycogen
metabolism, an important metabolism process
in HCC, mainly results from the variant
structure, function, and expression levels of
the corresponding enzymes and proteins. This
variation, also called metabolic reprogramming,
can regulate glycogen metabolic pathway to
promote HCC tumorigenesis. This review aims
to summarize glycogen metabolism-regulated
factors (including glucose transporters,
glycogen synthase kinase 3f, and glycogen
phosphorylase) involved in glycogen metabolic
reprogramming in HCC
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AFR AT SCH I CFRFRE RN . ERMAS R ks, & kiESiv, DLAE: Sim, 18
Sip, KT iES se, il = iE oy, Sk S a, N kpo, H# BHig. s(F)AEEE RS, kg REE HiKg, mLAGES K
ML, lepm(¥ 5 A 1/min)+ E%(X 2 305) + 60 = Bq, pHANBE S PHELPY, H pylori ANGE 'S HP, T1/2AN6E5 1k
tI/280TL, Vmax ANBEVmax, p N5 Su. wARRMAII NSO, RARHAZR R, A th i T2 4 5
M4, AR WA, ASFp. Gnda 1K B (Helicobacter pylori, H.pylorr), Ilex pubescens Hook, et Am.var.
glaber Chang(fir 4% & ) RIBEER); HHK, — LS A5 5 (WFEA S, B ¥ imean, Ar#EZSD, FIELK, rfide
FIMEZP, 26 R0, AR hs BRI G E . FERMEFM B 5 (N, O, P, S, d, H)Win-(normal, i),
N-(nitrogen, &), o-(ortho, 4F), O-(oxygen, &, >R APF), d-(dextro, 47 JiE), p-(para, XT), 1l Uln-butyl acetate([H
R 1E T i), N-methylacetanilide(N- F 3 2. Bt 4 1%), o-cresol(4F H 1), 3-O-methyl-adrenaline(3-O-F 315 I i
%), d-amphetamine(f5 JE 4 N %), /-dopa(ZE it % ), p-aminosalicylic acid(¥f & F/KMIR). $i T F K46 Sin
vitro, in vivo, in sitir; Ibid, et al, po, vs; AN SCFRHRR P E, tm(FiE), VUIER), F(O9), p(E77), W(Eh),
VORJE), QRED), E(FY 3R ), S(HIAR), (I 17), 2(REHE L, kat), (R IRIRIE, C), DRI, Gy), A GEUH
15, Bq), pCE &, MR, g/L), c(RIE, mol/L), o(F 4%, mL/L), w(Fi & /%4, mg/g), b & BRIk,
mol/g), /(K JEE), b(FE L), A(F 1), d(JF L), RCEAR), D(EAR), T Conao VA, T CIAE. FERIFF 530 5 /NS R
&, Wiras, c-myc; B KPP RIKE IR, InP16EEH.
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