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[Abstract] The functional imbalance between T helper

17 (Th17) and regulatory T cells (Treg) serves as a pivotal

mechanism underlying multiple inflammatory disorders. Although
both subsets originate from CD4" T cells, they exhibit antagonistic
immunological effects: Th17 drives pro-inflammatory responses
while Treg maintains immune homeostasis. Deciphering the
regulatory mechanisms governing Th17/Treg balance within
inflammatory microenvironments is crucial for developing
targeted therapeutic strategies. This review focuses on
mitochondrial dynamics - the dynamic processes of fission and
fusion - as an emerging regulatory dimension. By integrating
recent advancements, we examine mitochondrial morphological
signatures in Th17/Treg subsets and their interplay with
metabolic reprogramming. Our findings establish an innovative
"metabolism - immunity" interplay framework for inflammatory
diseases and propose translational strategies targeting
mitochondrial dynamics to rectify immune imbalance.
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A B Tk B 28 32 17 (T helper cell 17,Th17)#a
W M Tk B 28 (regulatory T cell, Treg) 1€ 7 CD4"
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i EPLIE A o Th17 ULF= & & 40§ & (interleukin,
IL)-17A % #54E , 5] B 78 4 3 1L-8 \IL-17F \IL-21 IL-
22 IL-26 70 i 5 3R 30 B Fo (2 3k B 71, H bt
12 % 15 5 4% 5 fn 8 % 0E B F 3 (signal transducer
and activator of transcription 3,STAT3) Fu 4l % B4 48 %
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FB1 (transforming growth factor-B1, TGF-B1) % 3 &
BT R R R A T F XL &P3
(forkhead box P3,FoxP3) . 4 fft, & 1 23 CD25 #n 42 i
& M Tk & 40 # 48 X & 8 4(cytotoxic T-lymphocyte-
associated protein-4, CTLA-4)"  E & xm % 5
REFHEALTRENAE,

Th17/Treg - # 3t T % F# RAEA0 B & # & &
HMAHEXREENENL, REFARMHE, EFRK
BALE (R KR X R ARB R T B R % S Mk
A, i 7 Treg 2k B8 4 Th17 B &3 Ao, LR
Th17/Treg 48 Jl Kk MR 57, & ¥ 3ix SR T sk LA
ARG RIE AR RIE A ELRY, W
Th17/Treg 48 fi. k #7 ¥T e 2 R fm 9 R B IR 20 (A &K

SRR BN S T, AR Z R,
fi# 4 (adenosine triphosphate , ATP) & jx, 8 & Z 37 Frr
FEMT AR B AR T EL R
BEHEHBOMA, AEKBIFSEHIRE
BAEDIASEBHMERS (RSN F) UER
MM TER, ARRA, Ak s b At
B ft. (oxidative phosphorylation, OXPHOS ) 3 7% £ % ,
T 4 A 1A 2 4 U o I 4 T R ARV R

BREENE, TAREREFMQPLTET S
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UL FHEE i AREMTREY, EHRRE
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% Th17 5 Treg 89 21 B o B4R A&, 3t T AR 0%
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KB ER R Z R RN B, AT &
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WARERAS K AERZUHELRE DB EF XK,

TR M N THRREESRE T4 R4
EHREANETARRES RS, E %
AR il R K LR N (2
HEEWNHARREF O, ZTHRRFERENE
wOARGES MEMGERANGI ST E
T T 28 B Wy -6 7 ) A 3 68 0 Mo

LTh17 28 . AR ERELR Y, HHEE
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ST T g B AR (T cell receptor, TCR) ¥ /& J& , ¥
B 7 DA KM B 5 B R R B F D28, B
Fo 22 5 B F 8.5 3 B8 (serine/threonine kinase, Akt)
EERBWHRTRAERSE " HE AT
&, Th1TH BB A EEAFEGREL, FHEAH
BN W™, H¥H RN, HEREEE g
700 BT 28 A 40 ] T 40 A A B A S T 0 R Th17 28 g
62, e B A T AR A R A A BE B PR 1K Th17 89 2 1L
P == o, B K LA RE IR CD4
T 20 Jig 73 78 520 4 ' 1 % % %% @ (mammalian target
of rapamycin, mTOR) & 5 7* &L 2R 2t Thl17 4
Y, — 7w, E A mTOR H i A W s H &
#35 & A 1(glucose transporter 1, GLUT1) 34 7% & %
WHER G RH, AT RS ThT 2™ 5 —F |,
mTOR % 7 & i Fif 6t & % % B F la (hypoxia-
inducible factor alpha, HIF-1a) 3 7 £ B ## M T {2 38
Th17 48 2 Lo DL L8 5 34 4R 75 # B A AR
Th17 b EXEE,

Th17 # 2 b 5 o f 4 457 % 2| OXPHOS ™" A&
A B LR R R AT B . T OXPHOS
F 304 Th17 b FF 9 Z AR % o o & R, 3 7T
e W T OXPHOS 7= A i £ 4 K 4 F i fr 45 B % 97
DA #F Th17 oy R A oh 8650 78 T A 2 Bt ik 0y 3%
F I, AT 46 CDA' T 40 8 151 Th17 40 41t 15 88 7 98
H,MIREAABH G ThT7 Bl Lee /e,
T 20 6 9 4 & Bt i R4 72 R AL A Bt H Ik, &
Th17 ot 2 42 & R B LA L 1F A, AT (R 2 Th17
A, WA, Th17 e W T R FE B Z B4
B A % {5 1 (acetyl - CoA carboxylasel, ACC1)Fn fig
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Fif B 4 5% (fatty acid synthase, FAS) UL 4+ i fig i B 7=
20 ML FE BT B e o R B R FAS 311 ) AL
BT, KITh1T 2Bl B EBRK" . &
R A 7 3 R 4R A ACCL Y 2 B Acaca By % 1
R 3 Th17 B 0,

2. Treg 2 i, : Th17 F Treg & 2 X 70 3 #E 4K 1 T
ML BB AN R RAE, GAYE T 40 AR ., Treg
R E w0 A 0 B AR OK B H RN T 4
R AR Y, Treg 28 A B9 48 B 42 78 M S 1KY, Treg By 2>
o 74T A T AR, AR R, 30 B B AR T DL AR Treg
A B R KR, TGF-B1 ¥ 4 1t 1% Treg 48 1 W
GLUT1 ., T %% %8 2 (hexokinase 2, HK2 ) Fa ¥ B% {1, 5% 1
(enolase 1, ENO1) #y 5 3£ /K F 3 | 4% B ## , 2t T (2
3t Treg 1t o Treg B FFAE M 2% 3% K F FoxP3 7 i it
WHEERET RETARRES . AT, HEH %
% 5% (glucokinase , GCK) 1K #i 1y ¥E B f# XT Treg #7 3T
BEXREE, GCKTRR G E G4 4, Rt
Treg 2 i, & 22 B HE T A5 Treg it #7,

B % & W, Treg f 48 3 3T % fr R OXPHOS i 3¢
YEBE ML= & ATP,FoxP3 W3l it il W FH#EE &
R4 5 B 58 B A R U T (R #E OXPHOS 7 40 1, 6
B o b Ah, A8 B B F AL (fatty acid oxidation, FAO) 4,
7 Treg 19 B Z At 20Y, & 4 3F Treg %/ 11| T
B By X # FL 7 . PPARy:# 3t CD36/CPT1 i 12 4 5%
FAO M T 8 4% Treg 40 L 3 86 7 # & LR B 7E
7] 3 3 Skp2/K63-7Z & b 1% 12 3 7% AT % 5% B1 (liver
kinase B1,LKB1)/~ % B FAO, M T & #t Treg 2 i 2~
AL, AMPK 387 P 38 (R S Aig B BRI 5 R &
AL JE AL A FAO 42 B8 4 Ji AR 37 BT, 2 T R 2t Treg
@ . WA, B B BR 4 A B 5 (fatty acid-
binding protein 5, FABPS VVE T fig B # a5 AX AL, Hh 2%
2B R MBI ERR K Treg 3 i 41, H I, Treg
B OXPHOS #1 FAO 4 #5 41 il /L 5 3 6, 5 Th17
A B AN 0 RO AR, B A R S T B R
-3

3. Th17/Treg F # : KA A F#H XK, Th1T &
ENREE AN R AR R TR IR AE P 18] P2 4, T Treg | B 3%
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R, B4 Th17/Treg SR AT 8 R #H T
L, ARLN ER2-HEHEEWNF T 45
M B AL ] 3T B Th17/Treg Wy T 47, B 2 37 #8 K 09
Th17 48 g 7 fb., [& B 7 3 37 3K B9 Treg 20 fL 20 f617*
B BRI ] 5, AMPK 3% % 38 3T {% 3 FAO 4 Treg 2
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ACC1 ty  Z [H W7 i 7 B & i & 30 %1 Th17 28 8 2+
b, FE IRt Treg - L™, 7T 2k 2 4y 300 o) JE [ 5 0y
A A AR K B9 Th17 % 18 30 3% M 8 Treg™' .
A, A EBE RO TR A 2- 8 B R TR e 9 T
FoxP3 Yy # 5%, (R 2t Th17 400>, B, il T
27 Jia, Wy ¥ B A LOXPHOS | Jig iU & F% B 4 2 Bt ik o
SR A, T A BOR 4 Thl17/Treg F 4

Z .Th17 5 Treg oy & W (AT & 2 R AE

% T 28 ML L B T R K, £ R B OXPHOS, T
Th1.Th2 Fr Th17 % 3% 5 T 40 g % S5 40 g, Bl 49~ 96
5, E R R EREEY, TRT AR
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40 o R B IRE R AL o H R R, TR T 4
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5 H Al BT 40 MLAR B, Th17 S A R g & 12 8
g, R wHA, EK AW A ZE % K A 1(long-
optic atrophy 1,L-OPA1) K F 75 . OPAL & % fr ik
mAMBRCAERES, FEMTARENE, BT
PEE R EKELENN SR EF R,
OPA1 7 & i L-OPA1 44 { #t S b 1K 9 JE Bk &, % 4
FFIL-17 20 X Th17 gy X & H R 7R &R 1K Ak
AR A /& Th17 B0 o #8 0y 06 B 4 17, Treg 40 it
AT A E A B KR ARAE,
EEETHRRE EREE N FAON X BT T, #
BFEEWNE, RETh1T 5 Treg ¥ E A Rk %
A, (8 A 2R A A A8 R B s Th7 4 3048 B2 % S &
(R K oy fk, T Treg F L& b1 B & HK 20 FAO L4 #5401
il 3R AE 3 B

= Th17 5 Treg t & KLtk 30 71 %

SHAPSREFEM 2R EREG IS ESR,
UmpmaERERSE, X - REEH
Dynamin CTPER B X ik N % , ML KMF =B 5
(guanosine triphosphate , GTP) SEEL ST 4 kR R SR A
Wy s G R,

AEEEEE-—NZTRAEN S S RTAE,
WRERENNEG R EMN, &%, BAHEE L
BAEBTHERNSE T BFEE, AR E#AE
B 1/2 (mitofusin1/2, MFEN1/2) 1 31 3 GTP B 45 # 3
NFER AN E RS, MG, 0PAI BTN T
B Jlg (5B e E A LI A

AERAPREIEHEABGD I M REAL
(dynamin-related protein 1, Drpl) /%, 23t 2 5
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IAM B, B, R Dpl # 3 iE E & Rk 2
LA, ZAEEEIEZREOCHANGBELTET
(mitochondrial fission factor, MFF) .2 k& 50 77 % & &
49/51(mitochondrial dynamics protein of 49 and 51 kDa,
MiD49/MiD51) | %4 4 & % & & & 1 (mitochondrial
fission protein 1,Fisl). B & ,Drpl & % K45 & L &
4 % i 48 ek M F B AR, &g, L GTP
KRR 3 Drpl A9 2% 6, P2 A AR A 4 48 &R
A TR H,

1. Th17 48 . : Th17 48 B 2~ B 38RL 3 72 44 4K 8t
YEEE R dE o Th17 28 fa ot 72 & ,CD4" T 40 i
i$ th Bl £ 78 OXPHOS 5 4% B ## 8 & £ AR i & 4
2. 7 Th17 b i % % 42 44 [ B, OXPHOS & % #
Hotm b E4H AL AR I EZEHES
Th17 Z M. BT R KW, 5414 CD4* T 40 i AH
b, 7 Th17 b A& tF T L H CDA' T 4 j L B
FHR M AR Bk KR, SF R ATP A R
$ 7]]3 ° ,ﬁ\l ;;% E{B %% ﬁ $ (oxygen consumption rate,
OCR)ZEFE MG 24 h b+ 5 , 48 hik 5,72 h
Bl % , # 7 & KK OXPHOS 7 # & Th17 4t 7 1 %
f A 20 8 A B AL R (extracellular acidification rate,
ECAR)FEIHA® RABHMEAEHE, AEN
52, 3% OXPHOS [l it 41 3 B ECAR t . & [& 1K, &
U1 7E Th17 2 b 3 6] ¥ B ARG 58 5 b 7 3 &R 1k
OXPHOS A& By 4% o M Abh, 555 3F 45 & A 31 4
ATP 4 B % OXPHOS ¥ & 2 T X 34 A8 % 25 B & 3k
(¥ 8% #% 3£ B HEk1 \HE2 \Enol # Aldoa ; HIF 1 % 3t F
Ldha Hifla; TCA#& 3 £ E Idh1 Mdh1 Acol 1 Aco2),
H % T 40 i1 4% 1] FoxP3" Treg & A,

Th17 41t F 1 & OXPHOS A F # & & & B
YMEIL(YMEI Like 1 ATPase), YMEIL 2 AAA & #&
ATPEREY F E R A, AL T AR AN, I F 40
WA i T EEEXREE, YMEILY %
OPA1 4 jit L-OPA1 R #t & M ik g4, B Mk, Th17 £
P L-OPA1 B AR & ALIR kA A LI 45 45 B35 1 69 4
HHASRME, REK, &R EEAE B LK
I 25 A 5T R M G AP R Rk A TR AL R (R #E OXPHOS
B, ¥ — b WE Th17 4% BE AL AR5 DL 4 101
HHF R KW, Th17 T E L-OPAT 4 5 & b ki % %
A VA 4 TCA 18 36, OPAL Bk X 5 Bk & hr 4 I A2
W, ¥ — P BE LKBL K B K A A B AN, 33
NADH/NAD*F # % #1 \TCA 18 R X 341 4y fn 2- 5 %
“BRWRRH - S BmEN L, WEIL-17 %

35 B Th17 48 g 267

2. Treg %8 Jii, : Treg 89 7% 15 R R AE & 3 4 FAO,
FAO 5 & kR & E VI Xk, &/ B A0 SRk K
25 Fe i BR FR AR 1k 00 T 09 B A AR
FEE R g B 1m 3 R, B I, Treg 40 0 2 (LK i 4%
MAEBAWRAS, FFRKXYW,FABPS 7 i (R #08 fig
EREF Treg LMK T HM , Koy it X2 F R A
i 254 4% %k (OXPHOS P& 18 & flg iRt % 457, $E
P4 Treg 0", Treg 0 fil bt A2 o, X5 5
H F TGF-B1 i 1t # 7 Smad2/3 12 & @ % b L4 1
2 B R TE 4 W % Ry 25 3% B F 1a(peroxisome
proliferator activated receptor y coactivator-la, PGC-
la)%k ik, PGC-1a¥ 3T W HLH| 78 45 & ALK W 4
M, - AT AR & RS & A OPAL
5 MFN1/2 ty 8 Rk R AR KB &5 7 — 7
W PGC-1a ¥ %4 Drpl £ B 20 T M H L # %, K
TR S

ok kg4 & B MFNI/MFN2 o 38 2 42 2 ot
Jig B (' 5 5% w E Rk i b E B A Rk ) 7R
FAO 2%, Mfnl/Mfn2 W # Fr B AL ¥ 8 3% 00 F fig J
R, BRI & T8 LB SIRTA 1F 4 &k K Bk &
FOR % B T, T i H OPAT/MFNT & 3£ 47 4
FAO, 7 Treg ¥, 2 ML ¥ fi IR 1 X 475 14, 3
i 37 %] Treg 2 ML 70 2™ [EIAF BN, S R 1 2 14K ] R
121 b o RN R B R A, R S R A
o TB] 7 A VA kR BR A T E R ALK RS, 4R
b RO RS ) T R 1 A B R, KA Treg
s G RBNA, ARREERH*E
BFAO Ui R Treg N ik EHF K AR KL HF
BHY & AT R BE AR R A U BR %] Treg 48 A8 X8 A
it o

R

Th17/Treg k= 20 % M RIEHE K B & &
MRm WS RENY ., AABTABETERE
EEBEREETH M EE T @ (d IL-17A 9 % 7
brodalumab/ixekizumab 7£ 48 JB i B4 % 7 3% P By I
KRB, BARE L A FHIRA BT ES, B
R A B R M IR BRI Y, RCET
LA Sk & I, Th17 68 S & HE B A7 3K 5
(R RN, Treg B &ML Bk &-FAO” 4 5300 1 o &2
(R, RALKKS N FZERH-ARXERE
WXERA, AR LA S EEMEX,TH
HARHERBAEEIEARENEDSHE, AR
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R1 Th17 5 Treg 2 i1 i £ 4 5 FEAE LR M R SO R 20 7 5 T3k

T Th17 41}, Treg 41
M {3 R E bl Sk E
AN k- c YR FAO
LA A AT SR RS A B ER RN N S

o H R EET
AT A (BB ALH

L-OPA1.YMEIL %

OXPHOS T —>YMEIL ¥ & —1-OPA1 T — B & T 4 m 4 1

PGC-la OPA1 %
TGF8—PGC-1a T —OPA1/MFN2 T — & & T —FAO T

VE :Th17 7 5 B M Tk B 40 80 175 Treg 27 38 7 4 T bk B 40 45 1-OPA1 7 K B AL 4 £ 45 % & 1; YMELL 7 YMELL & & B ; OXPHOS # £, 1
B E AL s FAO 7 Jig 15 B B s PGC- 1o 3 AL 4 B AR 38 78 4 3 78 % Ry 3E 308 B F 1a; OPAL A AW & E 45 & & 1, TGF-Bh ¥ LA K B FB,

MFN2 4 b iR a6 & A 2.

% [l & [ A I B SRR sl A IR 50 T 40 e o 1,
Hor T B 8 R SR A E

K KA KB R B TR - R X LA
B RNMRAT &AL E) A7 % % ' Th17/Treg T 7 4y B
FHAHAE A EARREERARALE LR
Th17/Treg % AL 44 7 2 52 Bt 8 #1226 3% 4030
FE(WwF AR BRER)FTHEBNERES HFHE
W, & 4 OPA1/YMEILL 2 Drp1/Fis1 t /) 4~ F 1t
AMAEERET EAERT AN 4503657 B (e
HTreg X MR gk 6 )%, R, @& bhiks f =
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5 W 25 W R E BT o
FIZEZE  BTA 1EH 34 7 9 74 A 5
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