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Abstract

Lipids, including fatty acids, cholesterol, phospholipid and triglycerides, play a vital role in living
organisms, which are not only important components of cell membranes, but also participate in
signal transduction and energy supply. Lipid metabolism is one of the important metabolic modes
of Th17 cells, lipid synthesis is conducive to Th17 cell differentiation, and regulation of lipid me-
tabolism can control the fate and function of Th17 cells. Inhibition of Th17 cell differentiation by
targeting lipid metabolism has the potential to ameliorate several autoimmune diseases. This pa-
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per summarizes the role and importance of fatty acid, cholesterol, phospholipid and triglyceride
metabolism in regulating Th17 cell differentiation.
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1. 5l

Th17 4Hfe —FRFkg CD4A™ T LR, ‘ERefE b Z AN 7, wnIL-17A. IL-17F Al IL-21 %,
DAL A R HEGR AR R 28, TSR R, RIEEDURSMPER, IF B AT DA 5 2R G Mg i i AR
KIE[L]. SA@REABEALL, SRR A i AR Th17 U H I 2, W e B3
AR R R ) Th7 4% H s 120 3 £5[2] [3]. $E 1) Thi7 4iM =25 1) IL-17 75 2 Fh B 5 G B 4 e
P RAFHIIGIRTT 20[4] [5]. Thi7 4 rapLil A aiE R, MREF. BrEFAES£ 352
HHA6] [7][8]. iE4ER, WFFTKILAEEACHIE Th17 40501kt £ o &k 3% B 2 1R 5 VE I [9] [10] [11]-

T 4B 2 f G 2 R I Re AR 7 DA R G T . b DL ROR FE BN T BE M 75 R [12] . A T3
R naive T 4B T AL BE IR 1k, Bom Ja, AR T s AR R MR [13]. Th17 4 74 #2
BINETRIUE 2, WERE RIS S 3 ARG 5[] [10]. BRubZ 4k, MRS R A 4% S 2/ FH[14] [15]. iR
JR ARG R MR, BEARAH =S, R4ERRGE . RER AN AE S S ST AT
T BB AR A E AR, T RMERE ST, S5 &M RIS RE[16]. JRiRm e
S G e A R AR 2 Ak, T S T 5 ) B S B M R R AR R

Th17 S/ 4b i e b HE IR A il I [ T o R L ] 5 B A 6 il (10 32 (R 2208 18 [ 14] [15] [17];
B0 e B A N Th7 40 B35 i = 4B M A (A4 k), [RINHE NG 5 2 F 0074 —J71i, B S %
PP P T AR L, WA RV BORIE I I 2 LB 2 I I A S 18] XU SRR AT
R, AN n-3 ZAMURIR DR T R R R T AR A, I AR RS W BN TT, % n-3
Z AR DT RRIG YT WA G i B S . £LBE. 2 RIAUN R FE i | 35%~48% [19]. AL iR
YT Tha7 4o AR AR FATLE], D98 g BARNGTT B & S i i 29t Fi 4t 2% .

2. BRRAERRA

e TR AU 73 A e TR A i AN SR, 72 VT M4 Sy L5 T T B B AR FH[20]. TR (10
FLEN A D i ANE RS IS TR, T Th17 40 b JS il 3 Sk U5 T Mk & e & i S s
Al DU I RORyt 3 ME i $% Th17 4 o1k
2.1. FIRRFERE AR

IR AL AT M TR & 37 BT, 33T 2Bk CoA FRILERF(ACC) F I 117 R 7 i (FASN) 2 R A A iR 5%

HAR AT EEAG TR . & BB TR PT CAEE— 20 I & AR A BT, Anmife . H i =15 A IR A e =5
Th17 2 e CARKHSUIR T IR & il AL Wk, BN A G i Thi7 duifuo i e, AR &

ik
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S ER, IENRR A A OCEE ATP Mg IR EE(ACLY). ACCL Fl FASN (kT , i FASN %
AT S 5 B P — 5 TR [21] [22] [23]. 1 ACLY (i 2 a] 3] 2,7 CoA MFT 5 B8 6 B i,
i .1k CoA 7K FFEAR, BEMANH] Thl7 40MaAH AN R T I\ 2 A A mEA, B Thi7 4o k[23].
ACCL V&M I, (MR R 5 2 AME AR TR 1 Lu ) b F, 3900 IL-17A JE3)F X RORyt f%% 357
P, ETEEE Thi7 48 46[21] [24]. ACCL #lIIFFIZRFL5F A (SorA)Fl 51U ke Kk 4 FE-2- B R (Tof A) 5L
T 4 s S PERE ACCL MM Thi7 4671k, [FIRSFEAK IL-17F. STAT3 A IL-23R mRNA #ik; H
ACCL R4 5120 ThL7 20 434 Fr 0 1) m e it 4/ M5 1 A A e 1 v P S5 A AN i T R 6 [ 11 LB 4h,
0] ACCL FEPEAE T 4URumE i = A= 24, FECEVIIE G Sk, XA RSAIR D T 4ifsg e, 2 fH
TS 09 5K [11]. 34h, FE Th17 ZHHa 705 PRI 45 7 FASN 455 C75, W] FEAK IL-17 3RE
[22].

SR NBEAHLE, AEREEE T T 40MiH ACCL ik i BT s [21] . $HI AR T R A e 42 vl 4 2 Fh
B G2 PRI 1S 20 /N B RR o P B R P R R A 849 B, T | By S MR B 28 (EAE): A4, 1EH
FWEGRFREN(DSS) 15T 1/ SRS 1 R AR 25 T C75 W]z /N BB IR [11] [21] [23]. v A A A e i o
Jill K14-VEGF #5J:DH/N BRARJEFREIR, 390 Thi7 4 re B2 b iR, (Al i 51 ik e gt o Tha7 41
Bk H[25]. mrflg et /N G Thi7 4ap s, fnEE EAE Rk [21].

2.2. IERFER R 1L

NE W R M R AEAE LR bR, B OCHRERG BRESE R Bl | (CPTL)N . S1@REARFARLL 2 BYBE SRS
(T2D) &35 BN ML BN ZE L R CPTLA Ik AR5, i CPTLA BUAH I K FE 5 =] vl ks> Th17
UM AR T 1774, SRR AR R SEALAE T2D AT E¥E Thi7 40 J$AE[26]. AKX T2D B 1)
LR IGTT 0] RESE A TR MR T R Ak

2.3. RBRAABRIREN

5 Treg ZHM0ANIE, Thi7 4RI F2 rhoAs 2 3 238 B MIE VAR D B T 3R B AR S 4 RFIG 5 . Thl7
AR SE AT 1) T T ETRE A BT IR R TE IR IR G BSCAR A B A2 388 0 B iy T 1) 4/ S P, 17
B0 A i B R PR BB e 10 4% SorA B ACCL B 51EE Y Thi7 4i s ki [11].

3. PE[EEZ 4

JHE R & S B R e, AT A=A B B A TR, RER N ER, s A A
. Th17 28R4 A4 30 Ta] JE [ -G e R 450 R s A A 7 HE R 3l [15]

F2 L R CoA (HMG-CoA)IE 5 it 2 1R [ B G ot A5 i i ROl 9 2 Ay T 2R 25 P i P 3 R
FEA AT I ] HMG-CoA ik JRBEEYE, (-G Bl L6 0 B A A FE IR A i 45 i s ek /D>, IR
B IEAL, SBEA0E] Thi7 408546 [27]. $0dIIH [E EE -G sl CYPS1 Ry BT Th17 4 734 FAH 5G4t i K]
FUTIL-17A. IL-17F A1 IL-23R mRNA Rik, ZAEH nl g AME VLI T i =4 i B [ B 100 4% 28] . B2 kS
AR LN 5 (PRMTO)HEALFEZIRR IR — &4k, PRMTS {23t IH [ REA s R IE, 55 Thl7
YU Ak T A0 BAr PR PRMTS 9842 EAE 8L/ R REIR, Jik/ > X i R4 T 2R [29].
Z U LR, VTR0 20 B & S e M (G RV BRI . 2 RPERIIE . SR 1Y
RMFAEYBUE F0) LI R 27 5502 A G2 18557 FH[30] .

JIE B AT AR A SR TN B, T 78, 27- RS E[E B (78, 27-OHC) I 7a, 27- ¥4 3L JH [ F% (7o, 27-OHC),
72 VAT RORyt WUETERCHE, BB RORpt INELARLE Siai &, Wos HiL0mE, ik Th17 48/ 4k
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[31].%F OVAICFA G R /N R 45 T 7, 27-OHC {23144 P 72 A= Th7 i [32] . JIH i §%-25- 2 AL il (CH25H)
V4 JIH [ e e Xy 2532 FEJIH [ (25-OHC), Ja # i3 — AR N Ta, 25- 33 LM [E B (70, 25-OHC), CH25H
53 (1 AL [ B 2E B 2 ¥ CDA™ T 4l fiiliz fi 3 AR AP R 48, K5 EAE TR IR 2 0E S M [33]

4. BBERE

NG RR T VE A0 M Y R S5 M R oy, SRR 2 AR B FE, ISR . TR 2 A5 [34]. T
T RE AR AR JE TR RS, WEALRE, HMBEAR RSN E CDAT T 4 oAb ik R v ) = EE AR AR, B
NEME C e . WENEMEALTR . ¥ MBS NRIEALIR .. #h&elkfie. BHHE AR LA S8 G 78 Thl, Th2. Th17 1 Treg
g K BT,

BRI S IR b B AR AU e, R IR IR « V5 AL B3 TR A R i 100188 IR I /KT 2 2 v
T2 Y P L R 8 T JU LI 7K P B AR [35] o WK SRR 5 )R i T A 25 /0 B, B Jok 4 2 o A 7 25 6L
[36], 1 FH ¥ MBS E R R i i bk T/ BB bk, SN EEBREIR, B I A% B2 k4 23 Th2 1 Thi7 4 1)
R, AEARSMNE B IR XS Th2 A1 Th17 4 A 5000 B R 82 [37]. %5 LB IR AR B 40 Wi L (AT X) S
M ERRAR A G e, ATX HHI I BB S2 /% DSS 53 45 W 2 A58/ N BRI FEAR , PR TN 7 5% Mk 2
g Th17 Zmpa L [38].

KA p AL E B e ) LE CDAT T 4 Hh 85 A A2 1~ S50 1 0, R A EC A0 A 6 B P PR iy 22
RIRKANE I 4% 7% B B AT BE M AT G GBS, 2P M AB AR (ORI AN, — ORI 2BEK)
KV 5 2 B AT, [R) B B AIC N Tha7 4 Hh (02 28 A0 B IR 1 IL-17A F1 IL-17F [ RIK[17] - B 2 BE-1- 5 2 (S1P)
Fe— Rk B IR 2 20 50 7, SEE-1-BERZ AR 1 (SIPL)LMKH T IL-6-STAT3 i 1211 77 2\
5 Thi7 45310391, 4 SIP (7™ AE R oot WK ZRF - S 1 AR S A 28 /N BRIKI B R RE AR [40] . Th17 48
it S1P1 HhAR AT LAZE AR EAE BN RRIEIR, 1 Treg A H SIPL [y 2 U £ N 8 22 2 P g AL A 7Y
/NERI B B g OBi[41].

5. B =ma s

H =R H R 3 MRES 3 AMRITRR 7 FRe A AR B H e, R EE MRS A
HMIFTERE, Hh = ERAEAS(EIE N CD4A™ T 4HMuIg4E, 4N Thi7 #1 Thl 4% H, i IL-17A 1 IFNy
Fak[42]. Hith = e b B OCHERG L H il O-ME AL 4% A2 -1 (DGATL) i Bk 2k 22 i Th17 4H
AT IL-17A 72 A2 [43] 5K H EAE BB/ B AR ZE RGUI01Z CDA™ T 4 I8 A X &1 1) DGATL,
25T DGATL Al 7RI B T 240 2% A B DGATL m ASGEBAAEIR , I/ AR A 22 3 45 9 e 40 i I2 T [44]

6. BEERE

WA A AR R AN AL, R BUACHAE Tha7 404 BOFE IRt — 22 Wl . Tha7 Zaf s feid
FErR, MRS S5, A AR A R R AT 2D et Thl7 i o AR SC O EIE o 2% TR BUARERE
Thi7 gAfAngcm it e b B 20, SE1A Th17 4R g s @R s+ Hik A BB TR fiasT Thi7
AP AT 00 E B SRR 1A RO .

SR, Th7 4HAR A SEASTE - FERE (0 W R 1 I AN A2 NI Jig i 1R S EDCFYD T i A7 88 8 i 2R o o
Hk, BT AR B K TR R 515 54 S Z W E R, RN R 2 QOS2 R
T ARB IR FIE 5% T2 15 Be A ROt Th17 4007046 AN 2 « BARBOE FIRE S C& B BT 1 4]
R PR AU T O 5 1 S B R R B R /N BRI T 3, BT 75 2t — 0 B PR IF FEBIE IX 28
Blo Bk, #E—ni Tha7 400 rh Be BARH AR, R 38 R Va7 s By 2 4 3 5
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