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Abstract

In recent years, numerous studies have demonstrated that polyunsaturated fatty acids (PUFAs) are
closely associated with the occurrence and development of type 2 diabetes mellitus (T2DM). The
underlying mechanisms involve influencing oxidative stress, inflammatory responses, lipid metab-
olism, signal transduction pathways, and gene expression, thereby regulating the occurrence and
development of diabetes. By summarizing relevant research in this field, this study explores the
bidirectional regulatory roles of w-3 and w-6 series PUFAs in T2DM, focusing on their differential
effects in key pathways such as inflammation, oxidative stress, and lipid metabolism. The findings
provide a theoretical basis for precision nutrition interventions and clinical management strategies
for diabetes.
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1. 51§

B PRI 2 A BRI e () 8K A 3% AP, 2024 47 E BRbE R B (IDF) 508 (B 0R, A BR AR B PR 2B
FH Ok 5.37 14, Hodr 2 BRI (T2DM) 15 ELIE 90% DL E o BRI B bR 9 B0 R F 2 iA 11.9%, H EH4E
Bk FERREZ BRI A 1] RS KRBT RS IR bE 20 78 bk b ) h B S B b, (=
T2DM I B 2R 1t e T Bl o e B DA O LA JE RRE MR AR S5 LR A R A

LA TER(PUFAs) & — R E R RIR, L KEIE N 18 £ 22 MR T, & A ELHA
WU . Fo RIS TF A6 5 1 NSRRI E X 2 AR IR TR 70 N n-3 (03)8K n-6 (06) R 5. Hi w3
F, HASHE R I 3 AR IR T LA — R, Eh M RIR 03 LR AR ER(EPA) R —+
W ASHIR(DHA)NIRE, 2 W MM~ S MYHRIELL a-WRIRALANIRE, Z I TFL75 . W
BRI AE o 1T 06 JIE T RR IR ARE R R 35 6 RLBk R FAAAE T /M, T BERAE IR . - TWRRER . —iy-
U PRI RN A6 AR DU I IR 5 B SRR 7t . PUFAs 76 AP AT AR Z BRAHEG A S50 R, 7EAH SC B (i 4k
TEM. HARERNBFIRR, WMRM o- TR B F0EE R 7, AMEAEEH E7=E. PUFAs fEA
IR O KM B AESS EE ZE2S T LRI AL S 376 A0 A o AN 8% B AN AL o 22 ANV 0 i
R R G B AZER, LUK S HA e AR T K. PUFAs fE NMEHRIES Z EIEM, Hlan
PUFAs A 1y 20 i 5 i 1) 25 20 B o3 A7 BT 24 4R 0 S P 3 30 1 R SR 0w 2 4 Rt 25 5
S RYEAEH; M4h, PUFAs RIAEAETENR TS, 75 7 B0 4l o AR B R 2k e AR,
6 FFNZ A EANE ;L T LLiE S K EMEEAE KR EA, & Red DR, e RV 2 YR an
RIPIRER . AR, 750N . s T 25 A FI R op R 4 S A 2]

AR SRERER 2 FEE R, B IR AL 8% 5 IR W TE AR S R AT 3L [RI M B T2DM K095 )
“Rf =" , L ZAEMENRRPUFAs)E N CEME &5 R, AR E SRS R, g4
IR E VI, T, ANRALR 0-3 5 w-6 5] PUFAs Xt T2DM KW A s LS|, = AR
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B HAE JORE /MRS IR E g RE . RGBS S i P E I 25 . IHa RO T8
FRARHTZEL 2 RO PR KRG TRUEE R L b1 78 AR i £ FUT SRR BEER IR -

2. k%
2.1. EREE

AT IE ST RSV PRISMA $8R5, R R I IR0 E P9 02 T R 3R 856 T AN AR D7 R
500 PR J Bl b 2253 A8 AH G 1R SCHR - R F 22 350905 PE K5 R R Kl , 78 75 PubMed. Embase. Web of Science
Cochrane Library JH [ RIF(CNKI), #zR 0 FROVEE R 2024 4F 12 Ao AW R AR £ 8 5 H
&G PSR E N “polyunsaturated fatty acids/PUFAs. type 2 diabetes/T2DM. inflammation/ox-
idative stress/lipid metabolism. gut microbiota” . HICKIZRIAN “ ZAEAE I EL/PUFAs. 2 BUBE R |
RAE AR JRACH HIEERE .

2.2. PAEHIBRIRE

AT NARHE TR B TR AN S QIR L CAnBE L IR . BASIBIETE L i B0 BRI 7). RGu4%
K Meta 7308: WA SONFFE WHO 1999 i2WibrdE g 2 BURE RIS B3 T TS i & 2 A Hr s i
FR(w-3/c0-6) Kb T8 R T TR AL 22 0 My ok HE 4 455 fek e ok BR 2L AN FA 7 4 &5 IR P b i 25 O
BRI F-(1 IL-18 TNF-a)« A6 S5 4 (1 MDA . SOD) M flg X845t TG HDL-C). HERRARAE 145
SN SEG (AR LR SR ERT 70) . B R 38 SOk S Bl A 5 B SR

2.3. XERRER

WF TSN NWIRG SCHR 2840 55, 20t LBRE B k(1245 5, 5 37.9%) )5, R4 1595 Rk N AR /4%
BERIFHEY B, HEER 1000 F(h 62.7%); Tl 595 f kN2 SCRRE, HEFRR 552 R (i 92.8%), HAFEFE2 8
BE R AT FCHERR 200 5. AF PUFAs AR 7EHER: 180 A5 Bh= X MBALHER 172 #5(GE: 200+ 180+ 172 =
552, 54 CHmEHRR B3 30 BT A INPRUEIR SCIREL 44 55, 5 8 SCRRE I 1.5% (44/2840=1.5%).

3.N-3 (3 w3) RS EEAERA{ER
3.1. -3 BERERIT R IE(ER

BEAE AT 2 5 BRI RS, 2 BURE PRI (T2DM) A — Ff LU 14 9 E AR AE 18 14 LG P8 4% RE 14 9
o SRR Z MR SR R BT AR R B, (E R B HERE AR AR RR S AR SORE SUSE[3] (4] T @0-3
JiE R 3 A JERE AN BB 155 % SR IE B L JOREAH S 5 AR S 7 TRk W s 6 JORE S,
IEL% 2 R PR HEFE -

3.1.1. -3 BE AR S RE M HE

RAEAMAE R I BRES & S5 A& A ' & e 2R 2 7 FI M 8 I (NLR) B AIM2. ASC FpE R 2
FIBG-1 AR IR B R A, A& 56 R G e A SRE AR AR AR TR 5 DR 7o LA S 3005 i v J e i Lt A
KGR G5, SFBOEIMEEGE, MmmdE— PR g 2-1b (IL-1b). IL-18 A1 IL-33 fEN Y
JUFP 58 S AH A0 B R I BCAFIRE L. RT3 B, JRE /DM T B 42 B8 () H2 5 1 Jik B 21 (5 5 Il B (1 1% 5
2 58 R ARPTAR) T3t — 5 S 3 2 BB PR (T2DM) I R A4E[5]. Yan 28 NIBTFEIERT, o-3 RIS
T ) 9 /N O R A A9, RIN o-3 RWIERAM M NLRP3 Al NLRP1b i b % 5 (1 Big-1 o Al
IL-1b 3[6]. BEAN, -3 FGHTER vl 3@ i 3044 Py NLRP3 48E /INMAR T M T X6t 5 A5 B 1 £ (HFD) % F 1)
ARG ELAC R — 2 TS ER [ 7] 10— DU RS0 — U], DHA @80 Akt 85 BR 10 K50 5 A
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BAHE-3 (GSK-3B) MM #4 NLRP3 48 5EAMAMGE N IL-18 B0 I m R A& 75 S 10l 5 IR BT 8]

3.1.2. -3 BERBRIBIZ(E S g

Toll FE3ZR(TLRS)Z —HAEJe R Rt RGP B E M E AR, RSN IR0 R, SKRIET
TLR4 {5510 FE WO A2 28 200 ffo DR 0] 6 40 B PR DO LA Ha 7 FH O], AT o) — ISR B0 UF S 4% TLR4 A=
5GP 35 DRI 2R ot A I 2L 23 9% o R 2 AT A R AE F 101 T o0-3 RRTR PTI98 55 TLRY {5538
% (RS AT 53 i 5 AP [ 117, HEMLHS & TLR4/MyDS88 IR a2 12]. A4k, BB -+ %
NHETR(DHA) AR I 7E M2 BRI N & B Bt R BT PK Maresins, M4 TLR4. MAPK F1 NF-«B
S EERAT AE R M ER T, AL IL-6. TNF-o F1 IL-18, KIFHFRIEM[13].

3.1.3. -3 BERFBERIEMIN KT BRERK

-3 AR ATk in — e BR(B-TH B 2O -+ B IR(D-IHHER . D-IRP R, SR B ET AN R
MF=AE[14]. X e -V ALER . D-VH ALEE LUK D- R 22 30 I 1) v PR 240 eS8 P iz 4 0 7% 3 DA %
ALl A1 rbok 40 B AN 2 AH DS 40 I IR -1 TL-18 A TNF-a) 774, 62 B0 R M5 A 157 R,
E-JH B0 T 1 o VAN B AR A6 T 22 FEA% R AN B AR A 77, SR 4 28 1 4 R B o1 (RP Lk
PR MRIEHAREMIER[16].

L5 LRATR, -3 Je iR I a e gk 0 Fe ST T i B 2245 5% 5 I 1 9 e B B AL R 2
B RIS 1 R R S 20 IR F -

3.2. w-3 BEAhERBEINAS1E R

-3 I TR I S G BT R (R T o 40 il A T A% S AR D e 5 2 I AR G R AR 2R L . 8
SRR, FNF -3 W7 LAG IS R A E R 17], [R5 —SeSEESAE B -3 NRTER T AR H
T =HRK[18]e -3 AEMTER B I AE ML /T BE¥S Je =7 . —J5 10, -3 BRI /D FFRTRE WG 26 i I
U JHF AR AR 25 2 i 2 T (VLDL) IR 25 1 B-100 A B #0612 5 I H i = BR R A R H- il — e e ik
HREEE[19]. H— T, o-3 FRTRIESERRITR g E Ak kS A AR E A rEE & A B-100 1415 N 5
AR 1 i IR 2 R 7 Al (LPL) ZR A (i E I 3 H il =R R . 3 s I8 B2 iR B2 5 (VLDL) 2 LDL ()
oAb (bR EEEANEE20]. SR, o-3 BRITERE rl i 52 (S B R 1 o4 A B H(SREBP). T X 52 44-a
(LXRa). EMERE X 2 o (RXRa). ¥%JBEE X SZAR(FXR)FI S A0 14 19 5B A 8005 5278 (PPAR) S5 4%
AR Dl e R A2 1) H I =B 7K ST [20] o @ i) g S5 G RO DG ik DR 308 1) % S Rl - SREBP-1¢ 35 14K
W R e D AR 21, 8BS PPAR-o 30 G 7R ()& B, B/ B I 7 1= A2 [22] 0 B4, -3 fiF
97 1% AT 38 I 0% UCP-1 (RS ER AR 1) R0 PPAR-y SRACHERT LRI 26 S IR IR 0 . 15 S 40
T SR AT ) Iy = 1) T v MR D ZH 2 ) A K [ 23]

3.3. -3 FERT BRI AL IE A

o-3 NEWTRRIEE /> ROS 2Bl 18 5T LR D) e S i #2 SR W8t 4% 55 2 o 155 PH T S A SO A« 3k
AU(ROS)FITEPEZU(RNS) = A il Jd i 51 Rk B A PR A R AR D BERRAG . R B 3 L R I T B Y SR JORE I
Riv TR G 56 S, MR EMERIZED 4 (GLUT-4)5 7 5] iR S p Tl RebEng, JHRE
FOPWIED, IS R ST — A 5 R PR IR [24]. REIMKREIE KXY, -3 IR R A HUEE
251 — T, -3 JEMiEE Tt #0H] TNF-a. IL-6 25 2 VR0 P 7 2 46 W ek2> ROS AE Rk, Rl
AJ B 3T3-L1 R4 - NADPH EALEE(NOX)F =41 ROS [26]. B — 71, -3 Jg IR n] & 40 iy
IS F R A DY TR I i R AR JE A B R el S A S A i) F2- SR T B R IR =2 (27 [RIR, A
FINN, w-3 IEHIBRE LT AMP 15105 FSEF(AMPK), J8/0 g5 A B A0 ROS ARk, I8 ingk ki ig
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TR p-EAL[28]. MAN, -3 RNTR AT S5 5 ARAEY & R sk 7 (A Az IR R 71 (NRE-1))
FIE LR B2 1E 2 b AR T RERR AT .

3.4. 0-3 RIS RILEIRIEIH

Tremblay S HAVEHTESHT T 36 S i H AEANFRIMENE -3 BT 6 JA )G 4 34 K124 DNA F
itk g, RIILF 16 %5 2 BUBERIE(S 5% 54 KEEE M CpG 1 s R /K-FAEW 7 AT 5 BA 2 571k
[29]. [EHF, H—TRAF TR, 48 w-3 IR S CD36 H— AN E CpG A 5 i BB A 2B b A 0%,
CD36 J&— i i JEHE 2 (1 LR, 72 i8S AR U P RS AR AR S mT R L PR DG 9 SR Q61 267 R AN i 52 11
T2D HK[30]. HULFERS, 7EXT 185 #44RK -3 I ER T8 A & IO A RS0 - 7 Ar 25 (00 52 6 1R AT R s I
MW, EFRILT 27 25 F K CpG Ar s, RS 58406 5L K] AHRR (05 &)@ 32 7R FH
YN R Z R -3 MR ITTRAENHIREN, 33X 8 AT 7 287 R T e i 5 3 s v AT R AR e
[30]. ZE BRTR, -3 BRI nT R B 8 FE Ak K, B S e B R A5 546 5 BEFARE. Ak
W T TR R — 25 R PR R AR R

4. N-6 (T w6)R51BEIFEREI1ER

BEAEIE IR, -6 RAINEITTON 2 AURE IR (T2DM) IR HEVE FI F A e — 4 B M8, T2 08
o T8 P - R RO - A SN — AR R4 1 2 4 A ORI SN R R A . RET 03 RAIEN
PRI TS M S DA JAE S BRI, co-6 FiE R AT IR AR B RAE S o

4.1. w-6 BEAHER S AAER B

B AN, EASMFRE SR GIENAEY S 2 BO0E R AR S ARG A A AN [31]. T
Miao S8 A [32]HIBT SR, -6 FEMTIR AT AE it e CX0 3 i T8 1 A= W 22 RE AN L BN T3S 0 2 AR PR ¢
AR Ak, AR TR, BURACT B -6 HE NI PTG AT 570 BT 4R35 R e VA AT SR AT 1 S 24
B IFRE, TRk 2 ROBE R A E A e . HRdRil, X Cedh v B R TSR NS Bl S R RR e 1, IR H.
SIERE R AAR[33]. Ay, A 5 — IR IS ] 7 R [34]. BTTEZ, AW o-6 fEli
PT84 e T 3 oL 400 ) i A A ek T A B ATt — 2D el 2 R PRI A

4.2. w-6 FRAIBR S LRI

B TR FE YR (RCS) 2 -6 RINTE 2 e T IR A SRR, Brre A —2 i, R &,
X-2,4-% “J5 B (tt-DDE) . 4-F2 5 TIfEE(4-HNE). HHHEE(ACR). LA H 3 2, —BE(MG)ZE[35]. BOBr
R, R RCS R IE 4305 %0 4 W N & 39 0 o0 5 4T Th i S HE IR 25 22 Foh i 12 5 508 R
e FEAHUME H RRE[36] o 491 1 FH ik £, — i 2 W B B A0 24 P2 W) (AGEs) I T A4, 4 53 SR T FELE & i
SEEHE S RIYL, MEEFRE T, ©X &R AR m[37]. thsh, 4-HNE BER AR
REIFECGHEPRIE AR A, T A 1 (ACR) T = A2 il PR3 AR PR TR0 6 AE Wb -5 0 R0 455 5 77
[38]. AN, X-2,4-2% 4R (t-DDE) ALl U8 5 315 516 5 WA SR A 08 R 1) R 2B 5
TR IR [35]0 XL AR -6 REWTERNT T 2 AU R (1 5 52 nl i -5 HL S 77 28 vl 1 Bk
BEVFAH G o T -3 TR T id I B AR A VUM R 00 oh] S Ao IS YDA T 2 i R ) A R o

4.3. w-6 BERTER SR AE

2 BURE PRGN — e ROAEVESR , SOEN T 2 RUBE PO AR B R+ B, T w-6 NENIER AT
A RAE SN, ANTTXT 2 Bl B ) e A J ™ AR R . B BTN T -6 IRITTIR 5 240E I 5% R AT

DOI: 10.12677/acm.2025.1582278 652 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.1582278

TRIER %

TEGHR, — W 5N TE A DR ER (A AV T LA~ 2R RAE AR, Qi 51 iR 22 (PG)E2 Al —J#(LT) B4,
BT AR B AN 9 AT 2 7 [39]. 11 23— W 74 PGE F1 PGEL (RTFINIREE E1/2)n] 3555 K
Fb LA B ) B 5 Z BRI, AT B 2% 2 BB R 1 R AR [40] 0 YR IR 5T, FRATAT AR o0-6 HE W
P P E A A 5 O 52 IV A 5 T R PR i A e DA B IR 5 AT, AERE T co-6 IR DT IR XS T4 R 1) A
E A A G2 e MR G — 458 .

5. w-3 1 -6 PUFAs HIE4#5

T AR Z -3 EHAEERIZH, -3 A 0-6 PUFAs fEAA AN B 4L . thah, P& e
e LRAFEK, 3 HiEw BA BERAREBIIRE. SRFMH T ER, Y TSR T o-
6 PUFAs N NIZ = T @-3 PUFAs [41]. TEPE7 ABEF, w-6/m-3 FEALLET] FEIA 15-20/1 [42]. BT
B, w-3 fl 0-6 PUFASs (12 5VF 250 I SOMNLEI B ARG, Blnc MEsm . BRI BB IER
T RAVFZRIE43]. HEMRT 0-6/0-3 MEEILFENARES — ik, Bartram 2NN 5HEH, 10k
B 0-6/w-3 LR 2.5/1 B, AT LA ARG N 2EY BT S R 3R 2 (PGE2)IAEYIA B [42]. T 53—
SIEFCINA, PR LEERN 2-3/1 IR LB T $0 ) SE S R [42] . AR, B Y —TEh P sE 3RS @-6/0-3 L
PER] 3-10/1 B A] 3G = v % P AR B AR PR B LA, AT 6T v I i A D% 2 0 ke 21— s P AR A
[43]. %L, ©-3 5 w-6 Z ARG TR ARG Z A0 B A B AT, T Be S0
MET TS HT, 0-6 MARILE 0-3 (U7 AR 0-6/0-3 IWHREIE 15~20:1), X PR O ML 5
Wi WEDRI SRR ST 9% BORARE 55 2 P g 1 R AU 52 A DG . AR I B S MR EIE L. 3h
SEBG RALHIT TR, 3% 0-6/0-3 HAEIX [A1%I5), MRS R s RER, X 0-6/0-3<5:1, FRZA
IREO AR X TR], 3 — DX [ P ) BB O 98 0 S A B RIAE A, AT o5 v IR A S AR U S 5 PR B i 1)
RAERE . M 0-6/0-3 LE >11:1 B, FRZARHEXIE, o-6 A=) PGE2. LTB4)% % R, IL-
6 AP < 5:1 B Fh, [FIBS HDL-C/LDL-C FABFRAR, $EnARM XSS, A 0-6/0-3 > 11:1 A
B, 2 BUBE PR ARSI 0, O A SR R AR 26 TR, 518 5 e EUE N BB A — 8. 114 0-6/w-3
FAB X (A 4EHFTE 6~10:1 B, -6 FIE R N -3 BIPLRBNIA RS 431, RAEFF IL-6 KFHRIHE <
5:1 B+, {H HDL-C/LDL-C WA 4ERFE R HRT R T =8 R LR LG —hrdE, HTRE
SRR, ARUPIRES . BUE S SRS L R, B ELZ KA, 2Ot 7 AN SR X A

6. REERE

BT IATIIESE, 2 AN ER(PUFAs)XT 2 AU I3 (T2DM) Y Ak f LB ML -
—J7TH, -3 &%) PUFAs (41 EPA. DHA. ALA)ES 245 . RTINS F kg S A0 Rl &
FEAL IS0, BESCE RS R, BRI g MITEe. (RS R W AR IS K
P, MIMTAEZE T2DM HIEFR IR 55— 71, -6 &5 PUFAs (UIVEIIER « A6 VU J5 18 ) DU 38 ik 400 ik
A 20 BRI B 15 5 B B (W] TLRA/NF-xB) A 175 5 S0 NS5 73 (U1 4-HNE 258 MEAR A2 1) 55
ZEIRG, MRS IhAEEIR SRR AL, (2 T2DM MRAER . [EERERZ, 0-6/0-3 PUFAs
TN LB 2T ATx T2DM R R B PG E@ESIZE 5:1 DUR)rrd i #iH] o-6 112
RALENDE S B8 -3 WRTER, ARG E: Rz, @& Em>11:0)00m] G0 A6 3L .
AN, FECT -3 PUFAs B # R4 EF, -6 PUFAs 5 T2DM KA AELE B 98 G+ —— 30 43 e R AT
Wt Fede s HonT Be il I R AU = MU0 PGE L) R FE R 5 R IG RN, (R 2 BURAT i 2 S B AT SCRE I
TRIRAE A o AR 75 @t 2 2 B A 0 7T (AR 4L — 2 SE IRV & 1) S R FEARBA B BRAIE, [ BH 06
PUFAs fTEAFE G 5t ARUPRES NAOER I, RS 2 T I LB Ak .
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