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Abstract

Type 2 diabetes (T2DM) is the result of the interaction of heredity and environment. At present,
the pathophysiological changes of type 2 diabetes are mainly related to insulin resistance and
pancreatic § Impaired cellular function. Many studies have shown that inflammation and oxidative
stress are important pathogenic factors regulating insulin secretion during the occurrence and
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development of T2DM. w-3 polyunsaturated fatty acids (w-3 PUFAs) play important roles in regu-
lating inflammatory responses, glucose and lipid metabolism, oxidation, and antioxidant res-
ponses. However, there is still controversy over whether it can effectively improve the risk of de-
veloping T2DM. This article reviews the relevant research progress both domestically and inter-
nationally in recent years w-The specific mechanism of action of w-3 PUFAs in the risk of develop-
ing T2DM. Exploring the significance of dietary nutrition in improving T2DM, in order to w-3 PU-
FAs provide a basis for improving T2DM and related nutritional interventions.
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1. 3]

FE 2R LT, R AR, BTt SO Rs AN ok 5.37 2[1], 1B EbE IR v o A5
Ik 14112, F4ABRE L. HArbl 2 BUpE R I5 (type 2 diabetes mellitus, T2DM)fcAZ W, 2 b5 kE R S5
17 90%~95%. T2DM [f] 75 J5 K] 15 Jik & R ARPUAN I & B A M2 VB UIAROG . I ARl 20 FTIEsE, 1844
B 7K 2RE FH AU N IO 5 0N PR S5 AR M 0 1 R K [2] . -3 2 AUMURIR % (-3 polyunsatu-
rated fatty acid, w-3PUFAS)/E NG & NEINTER, Ho A AN O iz i 98, JUH 2 e B i I AR 253
IR SORE RN S T BB . RAMEMRIRIE, ©-3PUFAs 5 T2DM ¥ 4 5 LA X AL R 35 15 < &
[3] [4]. KUk, REWFREMEEFFEFREIRE 0-3PUFAs 5 T2DM ERHLEIZ A R, AT
B 4 BIIG )T T2DM 3458 714« {ERE R @-3PUFASs X T2DM A 154 F DL B BE 75 52 00 995 U H RTIE 1
AE4+L[5] [6] [7]- BAEL w-3PUFAS ik I 75 28 fE A4 AL R T2DM JIsZm 472508, A T2DM B35 i
IRT-TRANE ST S LB S o

2. 0-3 ERIEFIEMHBR SR B RMMABXRXH
21 BREFRMEHMS T2DM XFK

FENE FRIDG AR BT, H I8 S B K02 i A A DL %) S i R I, R FR A X IR B U T
B, BISHLAR R B 2N, /IS S5 RECHILBRERS, W2 5 RE I S AN E AL B AZ R F--xB 55
8 558 M (nuclear factor-kappaB, NF-xB) [8]F1 c-Jun %3 K b i B (c-Jun N-terminal kinase, INK){& 554 &
BAROIEE T, M EOMSEOR. RAFGM A DL & 5 0 2 AR, (EALA. ART. JHIE
S8 28 23 B3 BRI R FH A 0 0 PR AR IRSS, RV B S A i pe B, 38 I b R 2 HERR[10]. BRI EH A A
T2DM KR Al 2 —

2.2. w-3 ZANAFPERER X R R FIRIIER

NERFL w-3PUFAS 75 I I i £ Hh Ll 5 g 5 2= 3K i B oG R, BRAIE[11]155 A 0K 40 RN KB
2 [ R B R . E AR LR ) 0-3: 0-6=114. 0-3: 0-6=144], W% 16 A, PP
B URIE R (Insulin sensitivity index, 1S1). Z58 &L, @illE 1:1 4 I1SI 5FAXMBALEEEZR, i
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HEZEm T g MmaEig 14 4, URHTERE & R38N o-3PUFAS [ E 51 o] LARSARAR Y ISI, AT S50 e
F AT, Castro 25 A [12]45 Wistar K 543wl B 2H RN v bR SR 4], SO AR 20 93 3 41, 43l
2%. 5%. 7%['E & w-3PUFASs [, MEIE 30 K. WF 7045 B W os m SRR il Sah W= AR i 5 2R
P, 5YMT 7%t it 2 AT DATS % ey SROBE B 1) BT B 5 R ARHT, T 2%l AN RELE . B 0-3PUFAS
TEAAERI IR IR, $2N 0-3PUFAs 1EIR S =AU R i fE T se A RIER, fESLiRd 2,
PRI T a3 EG AT 0T v SRR R B R B AR AT BB FIBLA], 38R -3PUFAs A B TiRI7 IR & 1E )
FoAth I A

2013 4F Lilla [13]8 N K £ 155 2 THRA 0-3PUFAS 5| 25 & 4850 10 HAh 3 J1 22 WL —— 2okl ik
BJ1%, CRLR BRI A 4R 5 10 S AT R A R R YIAR G . B LA 4 T I Wistar KRS [F]2K
ARG IRE &, I WO EE S 2T, M8 e LA RN R (1 B I8 VT A 2R R AR 2L AR RN il 2 1) 3h F1 22 0L, R
R i A RE S SRR IR B R PT,  HZRRRBL &30, b . BF TSN R — B IR R R BLZAL
)3 i 4035 VLR T 7 5 2 P R 5 R KT

Nk — IR IT w-3PUFAs X PR ACE R AE LT, 2021 4 (1) BMC i E 2 20 & EAIE[14], fEA
SO HE PRI /N RARE B LR, ANFEEIIE ) 0-3PUFAs: ik 1.4 R (Eicosapentaenoic acid, EPA)AI
“ NS R (Docosahexaenoic acid, DHA), £ i iy I BE R EE & 24T, X — AL i R AL 2 B TE ik
AL T E < JoR AR5 R I AR A 3 (R 45 2R, I B EPA TERE R V5T 58 5 {1t %4  Guadarrama 7E[15] Hindawin
G A A G AR Y, RN Z A AR B2 ( Polyunsaturated fatty acids, PUFA)RH B & = A R 1E 1, i
1 w-3PUFAS #h 78 71X 4 A BEACET . i & 2 KB4 T2DM R A S AS AL 2 A AR R i

{H De Assis [16]55 A LA i 7 45 i o £ MRS R R Jos A RS PR R B, AT 5 JH Uk £ 3 s A 1
B, AR, SOERE R 0-3PUFAS FA 08 T o i) o AEE 5 324K H. [RIF, Flachs [17]58 A4y
BT c-3PUFAS X AE /N R o 8 8% 2R/ BRURIT IR 5 /) B0 7] 267 0 Ao 25 AR B B 3R U ME I 5200, 0-3PUFAS
Xof Fif 5 2 U R A A B AR T e . BRI RE . RIS AR LK T2DM &3, R
FAF BRI Z A E T 0-3PUFAs 51 RBUBME R H RS Z RN LR . SR EREER,
-3PUFAs i JE N S AR 256 AIE 25 3 ol A8 sl WA 5L IO VE FH o X PR 7 90 52 1K 5
-3PUFAs Xf H AR A e ma sl i mfR /. Bk 4 R IR NPT RS T2DM (R FE A 5. Rk
-3PUFAs %} T2DM KJi S RE I BARE A fe it — PR AL, — TR T ity A#EE & »-3PUFAs 5
T2DM s RS R AT REYEDT 5T R IR[18], fEEIH ABEH, w-3PUFAs 5 T2DM i AR 2 FAHSG, #J5 A
B G 0-3PUFAs HIECA T2DM RR el Z . 2017 4F, —DifE W AREH 1) Meta 2B A5 H T
FLEER[6]. BAMVERIFR K, AFRIRIER 0-3PUFAs % T2DM fif & 2P0 1 S AR —35[19]. %5 b
FITi&,  -3PUFAS Xif [ i 2 HEHL I 1 1 WL AT) 5 2k — 20 1 ARG

221 REBFTENTH o-3 SR IEMISAHERS SRERXHLH

M IN,  SORE R B I R B IR R R B R Rz —, BIRES RSP SO IRRs =
PERRE. KEMAKI, ERSRMIIPRET, SMRREFHEGE, MR RRER, RIEGES
ST IR B 5 5 7 Sl s, W1 IRS-L/PISK/AKT @, TLR4 {5575 LiEK. p38MAPK i@ #[20] [21]
S, T BRAR A B R BURYE . BRICLZAb, SR 1k BB LR ML T A 450 Je Thise,  BELIT T Zer A il
BERAEI[22], 1% M4 (reactive oxygen species, ROS) [ Zik /KT, 1M ROS Hr&ifl R4 4Tl A AL g
APUEAEE )T, B SRR 5 . RIED T ROS 7K T iy DA K B 74 Ty e b g — 35 AH L
SUMR, e SN N B 8 S KB B R R [23] [24] [25]. BRI BT RO, TR BT A S E AR
BUBAIAEE,
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FIRFAENEREILE H 0-3PUFAs 5 IL-6. g 5 2 KBTI AR G, TG = [26]5 Nl 150 44 AR R JLE
H1 150 424 FE JLEE (1 L7 -3PUFAS F1 IL-6, Jfit S ARSI ISI, 255K M, -3 PUFAs 7EEM: L3
i K, HL 1L-6 DA iR B 2 K0 2 2 AH O, GE BRI 1ML 7 H -3PUFAS A Bh T I WLig i K PiAE
EXF T 1L-6 1% 28 S AE Rl 15 19 B 3 AP 1 ¢ RIEAR BT B B . AR TT -3PUFAs (1470 R B 5 1 5 24K
UK R, A BAB[27]185 MoK 30 HUN R 23 At 4110 R) M1 T2DM EERYZH (20 ). FEREHLIEE 10 X T2DM
NEAE NSRBI RN : -3 PUFAs fiTAY)——IHIB % 1 (Resolvin D1, RvD1), THi21 R, HARiE
S T2DM 400, IR AR A 1S1 DA R T 5 A5 5 iE 7K SRE R - A T 0L, K3 RVDL FHilr
ANRIMTE 1IL-6. TNF-a. #RE(S 5@ P3BMAPK JEAL/KFR A =, HEZ T2DM MK, BiHIxE
@-3PUFAs fTAEY) ] U I 28RE BRI, AT 0 1 5 3k, (RECHL 2 75 5 P3BMAPK {5 5 4 i
AP A B R R, EFiE— BRI .

A TR, ©-3 PUFASs & JRE KN 58 A7), JCHAEME] TLR-2 Al TLR-4 (35 14[28]. FiR
F -3 PUFAs 5l B RIRPUH K RE RAEM R AEDREY) TLR-4 X &R, BRHE[11]55 A 257 40 HAfEME R
ASF IR IR L L, MR 16 A Ja I e K BRI IE A 8% LA 28RE DR 1~ B AH 56 AR Wb 25 4 2 ik 1
(TLR4. IL-6. TNF-a), 4% H &I E B 0-3PUFAs 415 1E# 41 TLR4A. 1L-6 TNF-a /KP4 AP 4AE,
HEM L % 0-3PUFAs & & Al R TLR4, MITIHIHIIX IS 58 RE Rl S AH bR 54 (07 AR o 7] A g i A 2
1R RS AL PB4k B (Superoxide Dismutase, SOD)iE M, PRALGLRRIARThAE, J518 % O r G M g2k kiR &
FEH, RG] 0-3PUFAs A4k py SOD B T+, HeRhifhsh i e, K H 5 1EH ML, E
TERGITCLL Y, B m Ee Bl 0-3PUFAS BEXT LRI K TE A A A ST B LA — @ MR ThAE, 21 w] AR
RS R IPI R A, HALH S TLRA &M /KRR B UIAH G

WEFRRIL, HSRIET MM 0-3 PUFAs fREW a- L FKER (o-lionlenic acid, ALA)E A IEITHL 5, ik
B RIEPUR %, JRIAZ ALA BT LU#E TNF-a. IL-6+ 1L-18 %5 K05 K720 W20 [29]. AR T w-3PUFAS (1]
PR URTT AL, R B = R Y — S50 W A T R [30], X & 53 R RE IR R R, IRV ISI,
RILEMNH IR B (T E S 0-3PUFAS)Z 5E BN R AR IL-18 & & TR, 1L-18 5k &R
RIEMX. XK 0-3PUFAs B HFIIRIIRAESS T 1L-18 HA B0k I 5 Z AP, AHXHT 78 b i
R R R DT R I B R T 5 B B WAL R R AR B4R B, SRR T b B Nz IR A &, Bk
HTANERIE) c-3PUFAS AN [R50 0 G5 5 Z ARG S0 . B 0-3PUFAS 13 1 S RENL ] 5 5k & 2
HHUHIAH KK R

2.2.2. RBFRENTH -3 SR IEMIEHES UM BR M

T2DM R B mIBIAMNE KGR K, i85 EM B N TG . b BRI JS R K 444
F, — 05 T e R A B R T ROS H HHZE 242, 7R ROS 1 2 02 Al MU MR bR &, RA
BT TSRS IEESS, MRS RESEEZHEBL: H— it E B+ SOD nlid Bt x
R, FEARAI K 52 A R 1 ROS S 4 i )98 5 o AFA S sy I B 2 A0 A 35 L BT P f A B PE BRI, Bt
ARG R, GEM RAEFPUAN R G E RN S 8RR F T, KERNLREY, o-3PUFA 1]
DLV 8 A S P SR, AT BT 76 JiR B 3= Kt [32]

JVTAL T 197 S 2850 R 5 AP/ BRI B SLEOK T B9 520, Dante [33]55 A 26 2 SEAR UM 0 /) RS
A, FAAMEBARTE KM, NG A SRS ROS & &, A B RIS YOS
-y (peroxisome proliferator-activated receptor, PPAR-y) & 1 /KF- DA S i 5 Uk, Rl JG
AT LA NPT EALAE R, IR T ROS &&, MM R eGE ik & R ht.

e TR (M E AR B8 SRl . i AL MG, R TR A B 40 P R sk A A — AR Tt 2 7%
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ity 1 [34] (carnitine palmitoyl transterase-1, CPT-1, PPAR). i T &A1 B &, #nl fe S 8A b 5t
FACIIA TP . AR R, il BRI RN 51K 1A RO 2 S B0 B L b Gk A IR B I AL
A EHR, ROS ARUEZ, BUREMICIEVRE, B& SRS FAI[35]. Sinha [36]5% Nilid 44 i £k
FLAATEVE 5 0 B AT I OG &R, BT T DHA R LSS LA th kiR 4 H . BRAIRER R DNA %Ak
Bl W7 Re o B BT B & RARPUII R AE . (HZRRLREUAL R 7032 40 (0 AR SR I M B Z A OGIESR, HL
LA RLARE H B = 2 5 200t R 8 FIP A EEIBURIER, it — PR 5L[37].

3. w-3 ZEAAFPRAER SRS p AN X R
3.1 S p MRS T2DM ER

T2DM HIA BRI B 1 R 8 AT, PP NRE B AT RE BRI . FERE PR I, HH LR v I
A & AP, Wy p IR B AACEL I LE R LA R IS ACIARAS, SRR RPER AR RO I T, JoR
5y p AMARDGIE N R, e ety g i, AEHAREIE T bR R DA UARE A, S BuleE
AV RAG, B2 PR IR [38] -

3.2. 0-3 ZAIAFBEMBR SRR p HIEXF

FFHE[BIES AR SMR FUE AR E AR TR A I & p AR ThRE2 T, RIS (A, & A
WAL, =2 ABR)IR S SIIES g AR Thae, HetBMmR adifim ™ E. EPA it £ 540
L, KA PR3 £ TR IR B B T REA R X AT IR, 0-3PUFAS BT 5% 4+ PE I il {641 DU 4 2 (Arachidonic
acid, AA) KA, H EPA W] BRAKHT 41 iR & 5244 3 (Prostaglandin E receptor 3, EP3)[{)#iA, Ri%i#K E3 i@
TS AR B 28D, AHEARHLE] A . IR T 0-3PUFAS Xif i 5 i I I 520, Neuman [40]55 A
YWy 6 UGN NE S EPA AUAGEMRA, kil SREBENR, AL EPA W] DUIE I & G210 5 40 st
BEAIC AA SEBE, GRS B 4L BIFRFEI . ATRE S & EPA IR IR S ThRE IS, X EPA 411
X RRZHBEAT 15 434 A 30 43-h ()74 % B B 5256 (Oral glucose tolerance test, OGTTs), A I EPA 41 i b4
XTHREAAR, F5ARE & EPA MK RESGE I AT BE . NIESSAE, 20 AN B IR Y, ]/ BRI
INECAGR N EP3 Bah, R muba, SRR, & & EPA IN/NAMBEEAR, HIFEAT 0% EP3
BEhFIRIE LS. BRI g EPA, WD EP3E 544 S, RHRSCEIRS B 4RI ThAE.

G55 KEMRM L BE RSB RN R S256, E M w-3PUFAs 1] i 2 IR Z2 IR B 4 T A B g 3t
JE[41] [42]. ANUARNFE 0-3PUFAS RT B Ik B 4B MR I [43] . 4 IR 1/ 14 25 (Streptozocin, STZ) R 55 I JE iR
B, WS B ARG FEVEVER, TS I T2DM. il i/ B VRS STZ F EPA, MEL/INERE S
TG, AR KN, EPA FJLLERKE STZ Frif iR p Aifithfe1iitn[44]. $&7R o-3PUFAs W] LLH#
Tk o 5 g A MR LA 26 YT T2DM BIRUER

-3 PUFAs T [Bj (E3bk A0 i i) 22 P AR SR B, AT S R T = i B 4f s S04 . 4 Bi [45]5%
NWFFE, KBRS /N RIEAT 0-3PUFAS B IRt fa,  WLIIEN/IN B P bk E 4 B 2 i 210 B 1 3 H b, 3
HAEEF RS B bR EMIFTRIL KT $7R 0-3PUFAs AT/ S N LB T G I 5 B 40 Th R .

3.2.1. BRBUAMN SN 0-3 ZAIRMASAHERS SREMRXHLH

ILARIK[A6]EE ST Fat-1 FE RPN AR A, 2B REY 0-6PUFAS 346K w-3PUFAS, B4R/ AR N
JE I E I BT . M RAE T TNF-ay IL-18 F1 IFN-y R ANURIE, /NEAR P IS B 40 M BEFEHTX
BB 5 IR 15 S HUFETS, WP o-3PUFAS BEIRAE IS B 4l R IE R DR ITER

ARG B 1) OE BB 15 T IR B 40 M R I TP & 3R 1 IE /il [47] . SRERIBAE NO 174,
FAERN REWER, X2 FHES p MM 2 EENLH 2 —. Ganugula [48]55 NFRFT DHA X HE R IE %
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SRS, 76 STZ /N RSN PR Ja, F S D) Re RN 52 2045 4%, A I B 44 P 98 A 48 it BN 1
TNF-a. IL-I 1 NO Rk /K532 L7, H4F DHA RE& T1i5, TNF-a 1 NO /KT &1, {HiE L ALA.
EPA %5 »-3 PUFAs TR & T TNF-a il NO /K-Fi&A B350, 1iHH DHA BR8P AK 2 0 7 3%
KPR R B AN D) RE R .

RAERE SRS B AR AT, ZId R R R 5 e 4 2 5[49] . Toll #3524k (Toll-like re-
ceptors, TLR/WE NG e 2R 5K, /348 ERiLE, b TLR-2. TLR-3 Z5115 S AT E RS g Al
HRIL, 55 RN, AT RAERS, AT g 4iifi[50] [51]. w-3 PUFAs AJ LLiEE
WA T AR BRI SORE R 1A K, AT FRAIS T 4BM A3 00 S M fe e i R2[52], Fe &
il JEE 5 B 20 A A G SR

322 RBAMNET 0-3 ZRIEMIEMHES TN HBR N

ST R 1 T TR I A B AL 2 — A A O I T T 2 4 5 20 P28 (AR 2 B L AR P )
o ROS HJJE . ROS (3G AN F-K S A0 S0 T BURE 5 B 4B 0 D) RERR RS [53] . (RS B Al Bl —
FlRF R OB —— W IR M BT E LB, '© & SOD. i & 4k A ¥ (Catalase, CAT)FIZ B H ik i & 1L P i
(glutathione peroxidase, GPx-1)%, REBE{RIFHLIA 32 ROS MR FH[54]. MUPTEMEFE K, TUREES
DIfe 245 o

487 F[44] 55 NI 0-3PUFAS B = /NRAEAY, JFETSE45 T EPA F1 DHA, W& /)N B TRl = 44 A $t
FULBER R IAK, RIS TETAE L CAT A1 GSH-Px &1 B3 75, H R A DHA féff T-SOD yi T+
e WA T — & BN o-3PUFAs 1] Tl [ 5% 32 . Graciano [551%8 A, # B A 70 i 5 R IhRER) e bk B
Y R (INS-1E) 5 EPA Fl DHA BXA AT BR (KRHEER) SL R &, 73 0l 1 /NSE L 48 /NI P Jik B 3=
Y UE . AR NO & gp9l (NADPH AL ER I A0 TV JE) RIA 1E L PrElG & & . 48 /NS,
T ©-3 PUFAs ZHREM I RO 30 0, BRA BRI & 80 7 $s L EERIA K, U GPx-1, &
T NADPH %bEg IS, HHKE TR S8 NO B INAR R .. IXAlfE 2 -3 PUFAS #0E T 5t
FALBE IS ERE 1T BN, BHHTRKII56]T w-3PUFAS X il & (AL IE FUR A 2 . GPx-1 it %k
BT 5 B AU T RE B DIM DG . GPx-1 HII RIARE F RN ROS /KPR I, FE¥tmi g 41
heg. RN, ©-3PUFAs AR IN GPx-1 [3RIE Ko A Ak SO 8 & i 455 . EE IR S B
I w-3PUFAs 55 GPx-1 AT OC R 7L D, 7Rk — 5 I RA 5%

T2DM [ RIFHLH 202 4%, B R R R TR MBS T R 2 RE:, 8 T2DM (1 &0 A H0Z
Wi, H#amFER. B8 T2DM VR ESF M E RS, T2DM B8R P AF7E IR 5 R HPURIR S B
Y1 5245, AHL 5 3501 3 P AT IR ) R TR AL AN 5 43 2 . 0-3PUFAS 13 B8 U4 2 TiF 7T1IE S, 7 T2DM
(R AR R RE e AN ] ZALIIE R o w-PUFAs R BHIT 2 RE(S S %, BRARIORE R FRIEKTF, B
TN IEEBUEACBE, ~PTSEAANBT R KT AR 2 T TS R S R i, fE—E R FE L REGE T2DM 1
JoR By RACHUANR & B A D RERREAS, SRR T AVG YT T2DM $ 48 77 16 € 5 Bk [57] [58]

g ERR, AR A R AL R AR AT R TR R WA RS B 4. w-3PUFAS fiE
M I 22 AR S S N AN AL B OIR S HETT % T2DM. E i TR R A3, 0-3PUFAs SRIEA[H
MM ZE R, 0-3PUFAs X T2DM 05 RS FRISZ I i A7 i, B AL R 2 B8P AR 5 — RIS 0-3PUFAS
s, Fik, A JE A7 I AR5 B B AN [F R U5 1) 0-3PUFAS X AR T2DM AR R AL 52
W, NTRBEATGTT T2DM $2 44 B S K 45 [59]

B oW
SRR SO R P 3T B FiE T A SCH
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E&WE

1) HR 8 B AR S S 0T H (230RRAT725) 5 2) 7 b RO K 27 i o id 1 2 A Bkl 55 2% 0 H

(31920230127); 2023 4Gk Rl K 2= B BML 20 F 202 SOt 7100 H (XICXCYSFKC14).
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