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[ Abstract |

resistance, obesity, and metabolic syndrome. As individuals grow older, the likelihood of developing metabolic disorders such as hyper-

Nonalcoholic fatty liver disease ( NAFLD), a prevalent liver disorder globally, is sirongly associated with insulin

tension, hyperlipidemia, and abnormal glucose metabolism increases gradually. NAFLD, which often lacks noticeable symptoms, tends
to be overlooked. Therefore, it is important to identify early and effective diagnostic indicators in order to control the progression of the
disease. Homocysteine is a known risk factor for several chronic illnesses, including cardiovascular disease, diabetes, and NAFLD.
Folic acid and vitamin B,, play a significant role in the metabolism of homocysteine. This paper examines the correlation between the
three factors and NAFLD, and presents novel concepts for potential clinical diagnostic and treatment approaches in the future.
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RIS MEAS B M AT ( Nonalcoholic fatty liver
disease, NAFLD) 2—Fh5 B8R4kt ALHEMA
EIHERG IR DA G R CAT R EORG , J& H AT R ILAY
AP, 2 T 4ABR 2y 25% B9 A BE, Wi R M
K RFREAL FR s HEAT AT RS AR Y LB RN A AR I
RIS, NAFLD (9 % 9 Bz B 7t, NAFLD {3
G FALUEAG I (Simple fatty liver, SFL) . RS
PE g B AT 4  ( Nonaleoholic

steatohepatitis ,

NASH) J H FH X HJF#E4k ( Liver cirrhosis, LC),
FUEE S E A DL E O AP ME9E  ( Hepatocellular
carcinoma, HCC) ., ARG 2844 2 NAFLD % #w 4L
w A EE LR, B, I IERR U PR 8B X T
B BRI 7S NAFLD Ay e B EHE 2, NAFLD @5 i
TIEAE R 5 v Z AL, F M, 6B 98 Ak 1
NAFLD 7 A= F1 /& & 04 A= AR 2 0 X 58 35 1 e e 2
TR, BETE Z WU ST IE B, [R) AU 2 bt R
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(Homocysteine, Hey) &2 P18 M8 & A= 1Y 16 B
P, AFAEEACH Hey RO E 2 H . HER (Fo-
lic acid, FA) Figks = B,, (Vitamin B,, Vit B,)
TE Hey pUHI R P iR 2R . FA 78 AR
W JEEE Y AE R i R PO A M ER, o 2P AR R
5, 10 — NP H R PU SRR, AR 0 3 U S R O
W% ( Methylenetetrahydrofolate reductase, MTHFR )
HOMEAL F AR 5 — L PO R, Vit B, VE S #f4
5 5 - HEE pY A ER T TP =R S B AR AL TR
Hey #2443, J|H & AT MR, WWE 1. Hey,
FA } Vit B, 5 NAFLD fF#7EMSCHE, A rJBefEN 5
W2 W NAFLD (537 8 ) Mg a9 . AR 308 Hey .
FA ) Vit B, 5 NAFLD ¢RI ST R IT 4534
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1 Hcy 5 NAFLD

Hey 22 HMEAHE ( Methionine, Met) , X FR
HAMR, WH RS AN, Hey FZ@ET M KBAR
R : OHey HEALE R 5 m Met; QHey i@ it 5%
TR AT A B &R ( Cysteine, Cys) o g BEAE
O F 8 Hey AUl AR AT — W2 FH, L3¢ Hey
WE TS, HILE Hey IMAE ( Hyperhomocysteine-
mia, HHey) . Met s AR DT EAIEIRZ—, ANEE
TERWNE R, DN EY R, & Met IREME
FRIE ML Hey /K, Jf H— & 2 B 1Y HHey
WU E /I L NAFLD (9 % 5o (B 53 — I 5t
O, REEHREZ Met A1 Met #3833 33 %R AT RAfHE
JFNEPY Hey /KT, X5 Ahey £l Cbs 5 A &
IR A DG, E AR Hey AR & 12 b By G 48 5
Y Ahey BEPR g i IR 20 2 e AR i ( Ade-
nosylhomocysteinase, Ahcy) , B[4k S — PR IA] 84
2B R (S — adenosyl homocysteine, SAH) AJ ¥
Hi7Kf% S Hey FHAR T, Chs B:H il DLt — B —
GG, fEME Hey S ARIEE, A Cys, M
M REAR Hey 197K, # Ahey il Cbs Ht PH 32 3K 11
TS SAH Fl Hey By JHm @ WIARSG, [A B Hey AT
BEWOE BB 2B e R R 1, BB [ B A 7
Mo & H 1 (Sterol regulatory element — binding

protein 1, SREBP1) , A5 BT HF 5 B & & iR
REFLIEREE PR AR, B3] Kk NAFLD,
NAFLD (3% % Hey /KP4 7. —T4h A 7 203
BIREA A W A 5T B 7R, Hey AKEFFHR 5 H
AN NAFLD R 2 IEAHSE, BHS5 B MH. E
WA R AR SZ R B, TELCHE . AERERIOR
7 K 49 4 R OB B B AR e B e

Hey 5 NAFLD Z )L B 7 M A B85, W
fit 5 MTHFR ) B2 JL R s 254 5617 . MTHFR
C677T F1 A1298C W) 235 Hey fUIERTEL, SE
FHARRN M EER . TR A4 HTERE, XM
ZHEFIFE A FA F Met AU A9 284k 55 Xt BRI ARG B
Frgs o B Y. e B A #EH, MTHFR
i) C677T 3P EVH NAFLD 7E 755 Hey 7K 3 77 T 2
AUHEE, {H5 NAFLD JR S 34 i JC B 422 48 26
PES 3 % B AJF Y B, MTHFR fy C677T i
A1298C Z&MHEA & NAFLD & i (Z s E #E,
BEAR NAFLD 2235 H A7 4 5 7K -1 Hey, {HX
Sirpe e ERE IR, XEHT IR, KA
ZEEFEAR AR P EIRAF.

B HFETR%) Hey XF NAFLD S5 f2 (9 52 1 R T
WoT, SR B/R, WA NAFLD #9539, Hey
7K V-5 NAFLD #3506 3 £ 4 Ak JXURS: 2t 7 A e
Hey JHE <5/ 08 NASH (K72, S5HFIEm 4
HIE N 2T 4 1k 52 0E AH 56 P 7E I B 5 AR R B
NASH HrZ 5 T8 {119 Hey fbFIZ R4k m,
AR —FhOCHER) B WA/ W B R G 1, Skt
E8EH 17 (Syntaxin 17, Six17), #f Hey fLF172 &
bhe, XEEOWEMR s TEEWSZH, /& Hey
FHS B NASH S50 B W, JORE FIET S L R ER A E
REEAEA -

2 FA 5 NAFLD

FA 7K -5 7 B NAFLD B9 XUES &5 6 4H 6P
—IRgY A 8 397 HIHEHI R E B, N4l
FA 5 NAFLD JRUES 3G fmoph sy A o P HE B9 22 9
SRR AR R I EE B R E ., FA AT A i
BEAG B2 i 15 P42, ( Reactive oxygen species, ROS)
1 Hey 17K V-2 1820 BT HepG2 ZHB I 4 0E, M
TR R 305 B9 B 4TI AY « — 2%% ( Nuclear
factor —kappa B, NF —kB) EEggIR, EBIPTRAME
M. BEIENI KR/ NRANSE FA J5§ NF - B 1§ (LI
RAEFEFHIFRIE B F AL, FFIEAE R BRI s AE 4T
B B AR T -

MIEE A TS, NAFLD JCE FA g AR
PR RS EW . AR IS E F RS I i
RNA miR —21., miR —34a fl miR — 122 {3 Wig %
VE s B H#m L ( HBP1. SIRT1 /1 SREBP — 1c)
HIFRIRA XY . HhFE FA AT s A SRR R
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AERE W5 A2 vE, ML AT BE 42 & 1 AT B sE Bl
( Liver kinase B1, LKB1) FIf§#gft AMP 7iE1L3E
P ( AMP — activated protein kinase, AMPK) [
K, TR SRR A FRIEEE (Acetyl
coenzyme A carboxylase, ACC) HyBifRfL, N T
BFHE A B S — IRE H AR Z R (S - adenosylmethi-
onine, SAM), MMM ATHESS D5 AR, ek 1 HTF
BEMF AR PEN . FA BT RUE S UTERAE B AT T 1
(Silence information regulation factor 1, SIRT1) &
AL ] b R A ARk A I A 2 B TS Y 2 A o
( Peroxisome proliferator — activated receptor alpha,
PPARe) 7KV, B ITHERRACH, K52 AT I A pk
AR g T A R AR, AT ES NASH "™,
H i D B R i L 2 5 20 NAFLD & A4 p 8 2L .
477 NAFLD K EAFGRI &R FA, AT LA HfE K40
MR EE IR PEH T — o ( Tumornecrosis factor — al-
pha, TNF —a)., HZEAE - 8 (Interleukin 8,
IL-8) FAWEPR Y LC3B S EH By R, FHHEN
IL -22 /K, H5 FA BB FHL, XU
FA A7 8502 S 40 1 F0 | s =2k e 1L R
£ FA 8¢ Vit B, B AT 23k Hey BE{E Ll Met, [
ik HHey FIAFE Hey B EE A YK, RE Six17 32
ISANEWE, AR ER Y B Mk, HriE NASH Y,
BT AR X ) T QT A LR S L S s AT A 8 B 4R
PRI FA 25 AT ARG W, 4S53R L3, FA
A LA A AR I BR 5 s, BRI HE H I =l K
i, WA HUTR L BRI 22 B A W R A i
HRE RS T RSB RS RAEAEKE T
(Insulin — like growth factors, IGF) 15545 MW
AEE LA 3 e — 25 A ERE B - [E i Y Rt as S
fE B ( Phosphatidylinositol 3 kinase — Protein kinase
B — Sterol regulates element — binding proteins,
PI3K — AKT - SREBP) 4 ffi {5 5 %% Fafcf2, Frlh
TGF2 14 F7) A PI3K 41 4fi] 57) fig ekt 20 H il = W5 B9 UT
B, FERSRTATBEVT LA Tk NAFLD,
3 Vit B, 5 NAFLD

Vit B VAl S 5 RGN, AT LR A
RLARTGH By Al B A 2B AR IR T, E Y
KEENRDIBEATAG A #2582 ERAR Ry 3, Jf
AR . NAFLD 3232035 A R X I 4H /9 Vie B,,
N FA K 2Z RIS X, HANFE Vit B, AT L
P NAFLD & 3% Hey K SF?, Vit B, B HE M
NAFLD &7 HE S . B3 Meta J3#7 275, 54E
NAFLD 2 # AHEL, NAFLD f3% Vit B, l/K-F &4
AR, LR Vit B, K OF 55 NAFLD 2 5k 28k 5%
R Bl A U RN, SR R A
e, tREEREEHIA, LHEEYhEATELEN
HErEER, B NAFLD B KU AR ™ o KA Py Vit

B, 5 NASH Wy 2/ | B M . 52
MR, AT, I3 Vit B, /K P54 4i(k
EIEHIE, BT 7R i PG 7 A8 P R0 T 2T 2 b i) 5
MBS, I Vit B, KB, e F Vi B, 5
NAFLD JCE . ML W R, S B4
HIIHEABTFE
4 NES5ERZE

28 E Ak, Hey, FA, Vit B, 5 NAFLD A &
FYISE R, HHey IiLAE . & FA | i Vit B, 7T G
HE NAFLD py& 4=, AMEVERNTE FA | Vit B, 7] LIl
g fE A2, FEAK Hey /KF, AT REA BY T ok 3%
NAFLD W3, T REZ — B iiG )y 7 . BT
TEIG IR, AT %A A 5% 10 L AR M0AT s B 152
KEIZWIg B AF, BTLAXEF Hey. FA 0 Vit B, 7E
L35 Hr F238 K S RE TS AT NAFLD (932 Wi Al A7 78 5
I, NAFLD () %t 2 2 Ff I B A S 1 & it 7,
FLAAE FMLA LA RS W G 7 IR , A7 B
AT T R PRIR S T DL — S PEIE .
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