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Abstract
Non-alcoholic fatty liver disease (NAFLD) has
become the most common liver disorder of
our times in both developed and developing leoholic fatt
countries, which is associated with insulin (non-alcoholic fatty  gg sk

resistance and genetic susceptibility. Simple
steatosis, a seemingly innocent manifestation
of early stage NAFLD, may progress into
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WOE 5 AR 14 1 197 72 9 (non-alcoholic fatty
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protein, AP-)F MBS, (€% KT
TNF-a KIL-67" 444 %, {ZiENAFLD A A
5R R AT 7 PR IS B R A R
(S-adenosyl methionine, SAM) ] LB i B 3
B 28 MUAE /) BRI AR A7 28 R0 JFF IR 208, I HLUESE
XA Z /DA E oy 2 L T MK CsTHTLR4
(1) 8 R 52 i1y, H 208 AT e 9 38k 401 )
KCs*' TLR4/NF-«kBf5 5 38 K0T, o %
TP REIE JOER; 5 AMRAITR LS A
P 388 5 W) BT 5% {Ay(peroxisome proliferator-
activated receptor gamma, PPAR-y)A] fH 1-NF-
«BfE Z @ M 1) OCEE 7 Fkappa B alphafliffi]
#)(inhibitor of kappa B alpha, IkBo) IR 1L
B fi#, FHIELPSHOE BRI FNF-x BfE 5

Beishideng®  WCJD | www.wjgnet.com

. Kupffer

T I e A 3 Ik 0 IR ] P R AN R, R T
RAEFPT, 518 K32k A(scavenger receptor
A, SR-A)AL TR MR EH, A
AIEER & fFEEFLPSH ZhRE, KCs3RIE K1)
SR-A, J& # XHMEM I L G 8 H (low-density
lipoprotein, LDL)E A &2 A1 77,  H AT PASEEL
LPSEHL FRAT TR 5 CONIE S F LIPS il [ e 41
PRAW264.7, W] DL EJISR-ARFRIE I N
WK I 2 1 %2 A& (lower-density lipoprotein
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