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R B IR B A R Fe Y SR LA S5 44
HERSEE

FWAD RARY BRMKY
(D PRICFEY) AR BE, TR 4000305 2 AW AR SHEORSE HE R 9L A, HEIK 400030)

WE AR EVE AR AR a2 F ) B R R R AR S g bU R S 4 (antigen-presenting cells, APC) WA 2R 21 it
(dendritic cells, DC). FLEAfl (macrophages, M o) |, T, IR EHURNGEST, TIARMRIENE . APCHr
Wit 32 BB A TR AR O TG TG VS A . SRR SR 2%, L GORR TR I N W . N2 ki iE M4 (mitochondrial
reactive oxygen species, mROS) . £k KBS HL i (mitochondrial membrane potential, A¥m) I Z&piAHAE R34 & A —
RV AT AR I T B WA ] DAY S s e A b, RO S U e i & B4, RAE P PR
7 DY) LR N IR TS B 2 R S, IR A T SR AR 1 A AT O S ITE B, AR SR E N A SR AR M o

B KUIE”  ASCERTIZG M — LRI 5| O T T — 2D E R i R A %

KGR BVER), EVEAN, ZORiK, ATP, 44Kk
FESES Q5, Q7, R392

e TEde m e n e i rh 2O, B
I BERSHE Bh BT 2 N, IR BB U S L2
()5 B RN S AR A7) 2 B A BT AL 3 &R e 7
(A DL Bl DA . R BuiASE) | SRS, vk
VRIS . ZEML PR AR . SRR AL R LA
KL fp sy L o, SRR T H R g A
PR RA . TS ZMYUEA B RIS, RiZ
AR IR R I MR AR > ER, ARk
FAABF ) BAAAE ARSI A IIa, AT ReRPER]
PLHI 2 BUsErA R . S E LA AR S i
& AR E T DA SRy 5, R A B T
052 (T helper cells 2, Th2) 45 ARG ME )%
MR, WO B ARSI A, S AMALE T
WAL R, A2 B B SR 4
S RS A BN RS, A
AASCSE AR SE 1 7853 3CRe , (HRAAAEEE 27
ZAb . an, PR AR AN RE S A i R A4 R 4
SRALAERNEAIBLE], PR R R . XSGR &
I (ovalbumin, OVA) ZFHi) AR AE B 15 M AR A0
R H LR .
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I 2 SR R G E B N 5y, Bl
R 28 B AL M1 RTEEBEME T 1L M2 Y B AR, O
TESRME N A AN [R] R AR R . Rtk +
8, RGN B S 5 AP S RE M 1 RN
AR LM AN L AR AR KT AR AR 4
JIPR -, {22 Th 4 ; M2 Y g 24 i D =%
MR ite, HAEHAL 06 E MEBERNY)
AE . M1 Y 05 240 o 2 3 2 DA AL B 1% I SO0 T A
IR ERE HE IS R A RDUAIITUE Y, =R
(TCA) TEITEWA firhlr: — 2 R e i = it
(isocitrate dehydrogenase, IDH) 4L N ; —
EBEFAMR N  (succinate dehydrogenase, SDH)
AL R 5 1 M2 753 [ I 200 it DU 44K S ok A4 1)
F AR 1L (oxidative phosphorylation, OXPHOS)
kAR H F T MR = # R (adenosine
triphosphate, ATP), B2 /KFEEAK, JERH
S8R TCA TG PR %, SR MBS % 5 OXPHOS
s R,
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BEWE, & REFRERAREEEHENESEYE: #RE5BRX +561-

FE M1 TR I A0 A F M2 7Y 58 240 e ) EL A 2 5
WAFREESE . 7o, BE AL R AR 52 i o 5 44 i
s AL . i gy UL, BERR AR 25 S 2 E 2
JRLAH N ) B RESZ )

FRARE TR OB E AN RS, B W 4
AN, J5E A AR EL AR, B R Y
S ATIITE T AAERIRE ST, W, B
XPER AR R Vo B A AR AR S, B
YL AE TG 233, 3 DNA G A5 m LA &
XoF AR (0 B ] 8 28 A 3 i ), AR T
BE NS . R, AEREE WEAR A AR ERE ) . HG5E
T 1R B LR A BRI A ATP, 1 E W2
JiL S K A OR R Y IR B KO 85 R b RN
OXPHOS K HU ATP. B 2 A A B, 2ok fA
Z5 T HRAE T Y DL R YR 1 4R SR
1M, FREAH A e R A s ARk fe v, ok fA
AL AN ANE R, AEFRERRE 2 T
AR L A FRATTAE 2 A UL B A A
B 12 (uncoupling protein 2, UCP2) F ik
PR AR, ASSCNZORAAR ) B 25 L g 4 e i
TR e LR E M (mROS) . Lkitk
MR (APm) S Sobr AnE R A 45 1 A2 1k
DN [ 5 20 A 5 05 A7 510 i ] B 1Y) R s S AL

1 EFIRATPR L B k4 i = 4 i
&7 (reactive oxygen species, ROS)

ROS & H 73T 58 75 38 JEL i 7= A 1) B 13 i
7Yy, R AR, AR NADPH AL AT DL
L+ M NADPH 568 21| 7314, JIf A 9
B 0,, B O, ik Z B ki {k o HAth ROS,
WH,0,. *OH "' . [ I 20 i 3 1o i A5 =R 1) A2 4
(pattern recognition receptor, PPR) 5] JFL {4
PR RIR e, I HIOE AT IE G . o B AR G
7 F A3 (pathogen-associated molecular patterns,
PAMPs) Flii {1 A 53 F il (damage-associated
molecular patterns, DAMPs) Lk mROS #4177 =
WO & £ /MA NLRP3 (NACHT, LRR and PYD
domains-containing protein 3, NLRP3) ', {ii B
ROS 2 B 21 S M/ MR 5

ME A S AR RS, SRR BN
Ap AR AR SBEE PR RN i, BRSOk AR
PESG N T U8 OB AR I I o A8 v BB % 7 4= ROS,
ERAR AL RE B 9 ROS A A= B ', L LR ML
ARFRE . Gan " EIERMETIETEZR (surfactin) F

R PR A C R, TLLE S 2R E S
I KR RN, AL LA ROS /RN G (5 il
PTG MAPKs {5538 i, Bl 2 3005 15 57 K NF-
B, [FHf, ROS AT LA IE NLRP3 & PE/MA . 7L
AR T D) AT L 3 oA I 4 %) 3 a7 AR
Bl R AR L A R R B R R RE T 2, FEAY
W o FE i, H,0, Fil O, %% ROS 438 i 5% i TLR4
(Toll-like receptor 4) K & 17 NF-«B 4 i 14 4% 5% ,
1M NF-kB %1 ¢35 7] L3 5 APC B9 5T i 2 52 g
FEHE I g g & Y L 44k S CpG ODNs (CpG
oligodeoxynucleotides) & 23175 9 Thl KL, AN
{3t 5 TLRY (Toll-like receptor 9) 1 4H 5.4k
MR G e N 22 T DLaE A e A O T A
PG PR L2 BE Y A, 385 58 A I 3 4 A1 ROS 7K -2k
T e R 2 e, A A A A
MG, ROSHER—Fhha] =y, HLeriR ARt
P 6] NF-«B DL K & M /Nt 0 300 o 3% ke ok
T (K1) .

Rtz Ah, ATP Ab B3 W 20 i 5 o 23 7 A
ROS, MIMAIERISHE U 3-8 (PI3K) &i2Jf
W5 0T Akt FITERK 1238 % 24 | [AIA, ATP A5
(1) ROS i PBK id th 2 5 T & 2B &R 19 K
A G MR B M K fi# B (cysteinyl aspartate specific
proteinase 1, Caspase 1) 93 E DL & A & 1B
(interleukin 1beta, IL-1B) Al IL-18 % fin T., {H
ROS Wi G5 0 2 3l B A A RR I IE . #6522, 1
A% B 5 240 B ) e R U AN HEBR I b ATP.

2 ERAEE T P2XT S fE i Rk R R
i (A¥m) BRATPKEFEE

28 kLA B B A7 & ETC 2 549 1 (electron
transport complex I, CI). III (CII) #IV  (C
IV) B BT DAL I 5 5 1 30 J8E A i A ST 1
BN ELARAR T RER SR bR, H i PR 2okl
R RE AT . A¥Pm (918 15 T BE SR L ATP
(A= 5 B, DATTTT 36 0K I I 4 1 o e 3% P 27
— S ARl P LS o 0 T 9 L A i A S Lok A
SR Fisl R FRIL, BRI, £
oA E S B, WRE TR Z N
(lipopolysaccharide, LPS) 175 5 [ % 1k L # #
Py % 3 rh Ca 3 N 23 fi e SRR 53 175
H: 4 fL (mitochondrial permeability transition pore,
MPT) BB ™, KM/ MAFLE Caspase-1 1] LUfi2
VLRI AR S 7= 4 ROS PO, ik BB R 25 BB AT 1
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BRI O, s SRR DR . 228 T Re i 2 ki
&, ATPIEHHR, WHHANR SRR, SHEBE Y
JIRFE 220

# IR 5 & H 60 (heat shock protein 60,
HSP60) 2 5 2 ki A4 5 5 r A7 1 2 457 0 0 )
caspase-3 MY ¥ 7% , TLR4 DL A 456 #£ 43 46 A 7 88
(myeloid different factory 88, MyD88) 7 id FH
WARIEEEZAER B IE LI B WA i 2 53 W6 IL-
lo, TL-1B FlIL-18 S5 & P 41 i [H ¥, 1fif IL-1a.,
IL-1B RN IL-18 17 S P T E MyD88 % {HA 2%
HRI, TLRAF 515 S 04044 7 i) o e 3 i A H
AR, BRI PE FIE A O T MyD88 4, /)
WU, IL-lo, TL-1p A1 TL-18 2540 g A1 Al MyD88
TERRAR ) Sz R b B9V I AN DT

P2 ZAKZ G 5 ATP . UTP S5 4% R 4% 5+ Pk
gh 4y, Hop P2X7 52K (P2X7 receptor, P2X7R)
JE PR 20 R L W 4 R 1Y ATP [ 455 1, A
S5 — RYVRIER N, K ATP F5UE Y 40 g 1E
S DR 2052 A 4 T 4% B 32 2 58 1B 1Y T B P
ATP ] DLl az 4k, JHsa# (K SRS
SNLRP3¥EfL (1) . fE NLRP3 il &4, 4
A 7 IE J2 3 2k Ko AMHE R B DR 20 R ASE , DA T TR
NLRP3 % A7 R, A2 5 sl A0 1) 4 e 25
it ATP, DNA. JRIRZEAEMEr ¥, BizZidid P2U
FIP2Y SZ ARG Ca® Tt ), P2X7 Z ARt 25 M
PRIR . S A AP S B W4 i ATP 5 sh B it 2 i
SRR O R, SRR SRR I Cat R S
K ATP RHERE Y. 34k, FET- 4R DNA
AT DME R RIAR 5 ) ARk T DL i I A Ak
R T2 il ) 7 Ao ok e 3 g U A ATP 3 P 1444
R 238 & R A 750 3 S 0 457 JUL PR 40 L ) AT
RO S8

3 HEIEREZEATPSS5EK TR

3.1 EEERR

1 43 1 % 5 W5 38 17 OXPHOS i 12 77 4E 4 30
ATP, 11 sl A2 7 A 2 ATP, R BHIE A
Xof 4 2 A A RS & OXPHOS,  H % & A AE
UMM EE T, (R PR S TCA. OXPHOS X &
ANy Ry, YR R S T LA
I AR AT 5 R 1D 5 200 P AR P A A R R AR
F A ¥ (hypoxia inducible factor-la,, HIF-la)
ik, OGRS AN SR . BEREE LA
s o AR IR MEANIR A T 43, i M1 Y

EmgEan i A 7 p i, M1 Y I A i 2
JENS I ATP A [ R LS ARy e D e, F 2l
TS WETRE AR AR AR TE AT

HiF5E R, LPSTGILAY B W20 2175 S I R
1% 8 [W) T/ M2 (PKM2) B35, 1 PKM2 1IF
SRR R R 0 SRR T . TR I Ao R ok
% s T D T 152 R0 ADP A 2E i P9 B R T ATP, S
WEIE L R 00 BRI . Bt &5 COME MY 2 &
A, (A 2RI A A LU R ARG B 1) 1 R B
L 4 PKM2 i 1] LA i HoAth Z Fh L] -5 HIF- 1o
AHEAEHT, 0 2 4 AL A M Tl it I R 2 Pk (R 1
(WNIL-1B) JEREPYFIE . [FEF, JH HIF-10 9555
23 W 440 i A M1 TR AR S M2 7R 2% ATP
(7= A A st

AW A, NLRP3 G A ], Emg 4 e
OB 1| AR = . OB | ks &
WA 5 7 26 W P 1) FERTOARE P A A 2 TR 4 . 8
MH % % #% 25 1 (mammalian target of rapamycin,
mTOR, 434 mTORC1 HImTORC2) &4 i i 4 e
(R ZE TR, s RS X 4 P9 AN g A M
i BERUER, aniE £k DC Hh ROS W] #E— 25 6 Akt
mTOR IRFE, i FEE iff it =2 348 568 DA 1T S 30 e (R 19 T 48
O35 53 5S4, mTORCT 1875 F ik 40 i v 4 i
O VIR | A BEBE 12, )5 1FE & NLRP3 #476
B AR R A2 B, HIF-1o 4% mTORC1 F
TEoB R Rt (1) B (RS R &M DC
HIROS (774, JFBHEr mTOR {55155 = . ik,
ROS/Akt/mTOR #& 12 1] e Al H TR A7, 45k,
AR BB A5 R 1204 A2 A 0 W 240 v o 4342 5790 7 A
A
3.2 =HRERTEIN

TCATEI X THFFAIM A Y RE B CTE L, %
TEIN 37 A SR e IR VERS A% AT (NADH), A
Pl OXPHOS K ATP ;= A () FiL F-1& sl S bRkt
OXPHOS J&if it M FE & (HPAFIE ) K ifil i ATP
FIE R, YA ATP () 5k . B 5
ZREEGY (Cl~CV) 5B Pk ZERA
itz c) Mtk (NADH fl FADH2) >k
SE, HhE AW CIE CIVI T A, e84
SRR I Y B HORR I, T B LA A
gy —— £ R AR B 2 (APm) ORI pH B B
(ApH) . M1 B 40 M ) TCA JEAEPIAS 2
Wr: —ZSFrEmEEG (IDH) ki, S
BRI R,; RN A (SDH) f#
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R R B, 400G HIF-1a, 55 908 36 P 1) 55
M2 7 g 20 U5 MR B, OXPHOS 7K
Wi, AeREn TCATER, RIBPiLIhe .

HPEN A S 1 8 (immune-responsive gene
1 protein, IRG1) 7EMI1 AU WEAN i b s %56, JF
i e gE O 5 Sk RO R T AR AR R
(itaconate) 7. J5 # /& SDH Byl 7], &nI Lt
Tt SDH A IR LRL A 1 FE S A8 L) 42 ) M1 2 I
20 A= mROS P, TR F ik BE S8 RE N 2B Y B R 15
P W, B BAT AR, a] DU i )
NF-«B [ s i AR AL R PEAR I R - ik, I
1 1 Keleh FEF A SR BEAH S H - (Kelch-like
ECH-associated protein, KEAP) . 4K E2 #HC K
2 (NF-E2-related factor 2, NRF2) [ [ fi L) [
TR AR B 2 S A R B, IRGL Al LA
45 H WEAN I mROS BTG, Il 55 50 6 )5
2, BRI I 8 248 Ff i) MAPK (935 £k . LA
ERW], IRGI 7E E Wi 2 il H % mROS (4 /E F i 47
TEAL, (HARRT BRI, BAT TR 2 ] W 20
mROS HZKP-rh k456 EEAEH], B WRANATRiE
PRV A PR 2 A T2 A4 £ RE T
NERE IR ATFEIIE.

M1 A 40 e IDH AR I8, R T
a1 (0-KG) BRIV, o-KG 22 M1k
B4 R -, J5 & 90 IxB 3% B (inhibitor kappa
B kinasef, IKKB) M3 ‘% HAMR AN,
a-KG i3S /iS5 MyD88 2 51y TLR {55 4% 3k [A) i
% IL-1 32 /& A1 ¢ ¥ B (interleukin 1 receptor
associated kinase, IRAK) FlJIeg IR 5L K 532 1K 4H
*: A ¥ 6 (tumor necrosis factor receptor-associated
factor-6, TRAF6), [ 2 %1k IKKB ™ . i£F ,
a-KG S0 ELEA LA AL . o-KG /BRFARR MY i L%
PR EL A0 A 1) M2 BB AR, ARG 3R DU 4
A M1 AR AL, R R PERAY ) AL T
PSR E RN b, BEFARR 0934 hnn] LAY Bh 4k 5
M1 A E B2 A rh HIF-1a (95 E , J5 & 5 ROS %)
s BT IR GE IL-18 4 N F 1 7=, e
LN A . 5 A, SDH &L R FIRR 1R
i, WArLMEN ETCH IR &9 ClH, 1 h ROS 7
AEROCHER T (&2) .

s [G 58 A4 70T LA W3 41 i TCA g B 7
BEIR . BEFATR A o-KG 45 322 b A 4K A REAT
MBEHIRR . o-KG 5200 E W20 M i Ak, 5 HIF-1a
ke e B YIHIE . 56 F TCA &3 K OXPHOS 7

F A m AR R AR IS AR 2, (HH
[ 438 P2 ) 52 i 2 HIF-1a B9 EE5E . ROS A=A K
NF-«Bil % (1), HAMAERI 5% RAE, Al
W, ERAA R AT I TCA PG F VA AR AL .
33 FEREREM

B W2 vl DL 2ok Akt A TCATE R, 77AER
Y ATP, ABAH FAS R A7 0] 2338 A AN TRl R R D TR 4
fLBEST  AEF £ 4503 (adjuvant system 03, AS03)
TR, R/ NG TRk B S g i
Jig S A AH DG 25 R PR S A A R, AR
Jr BRI 9 ARAE BN . [RIRE Y, o FQAAe 7R ) 25 ol
JIE Bt Ak sE I o) i ROS E AL A=W, Bk
WIS R4 RS 1 . ARAT, (R AR 3R Bt g s 7
FAACTE A RN WA . 75— 300 JCHE PR A
SEHRBL, RN AHAb AR B AT A mT DA L A Y
NLRP3 (& A g ma A R e 7 .

NLRP3 %P/ IMA 13017 52 5| NADPH A 1L 1l 4
(NOX4) 4RI IR A AL 2 B 45, IR B
FEtE 4% # 1A (carnitine palmitoyl-transferase
1A, CPTIA) &5 5 RIiMR a0 CHEs, Yo
i NOX4 FIl CPT1A Wy REH SR I, R /MARTI
T 1 R S WG 12 8 115 ) 4 I e 1 %
B, AR P A A BE G 2 BRI mTORC L G %, [Rl
23l LR CPTIA ERIL, dEiiA- S IR R 4

LB THE , mTORCI 3G PEM I, CPT1A By A
N, EmisiiReE e (E1) el

JOig 105 TR 4 e 8 5 T LA S 1 4 G 1) MET R AR
e, ARG 25 R AL RN, A m]
eSS TIRMRICHS .

4 it i

B AW 7y I S0 N N1 75 o I = 1
mTORC1 7] LA Fih R 47 1 it R0 7 R 1 G B, A7 0
MR WE7E TCA R ¥R 78 24 I 9 X nT LU 1E g 1 R B
A, A A AR g R T AR S WA I A v AL
SN T i ) NS R 0 R T
OXPHOS 7K - i Z [#%A41% . i F OXPHOS [A] TCA 1§
IR, PIERER i FLRH 2 2 WG LIRS A 7K
B RRAR TR N, BEEE AR R AN T TCA JE R EE K 24
T8 /0 B ATP £, DA O ATP bz i, £
TE AR M B WG 40 M i) 1 H T Rg 70 AR AR R AP
Joi, ARG A SRR R AE RN, SR W2 2
TR, 2 S B AN R T R R
AL P, MRS g i AR A A1 X



*564- EMUFESEYWIRHR

Prog. Biochem. Biophys. 2021; 48 (5

ADP

— o@t"”oo
, .-\J
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o ATP
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_ 3 L ee I o e Cososel
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B Qf*lﬁg \CPTIA : J
L IL-1p
PR 'mTORc1—+ IL-18

Fig.1 The effect of antigen adjuvanted with aluminum adjuvants on macrophages:

Bl SREF iR 7 B AT AR -
(R, BJE) pRE MR LR, 2. JMEALR: 3. ZORRRE KFEROS (6, BDE)
HURHKT (ORI . PKM2 (NERRR I TRM2) A RaiEdE, #EEs

1. fRe

(Akt: #E4AEB; mTORCI: FRINERMLEN) &,

°. AKt—>/ 4 _HIF-1a 1
4
PKM2 °
HK1 .

ﬁ*@*fﬂﬂt el

kL

energy effect and signal pathway
BEERN N5 SR
4: ROS;# i Akt/mTORCI

DURAENREREAR, P AERIEATP (L06, FE); 5. SRR B MAR, ATPREI: 6. FROUMIAME Y RRRGE 197K Ak AR 5

AMIAATPHYTE R 7.
PR R RS RSB LA) Ik,

14: Th#fEE /1.

FIRESE N T8 N RIEOASE, & TR R
PRI, TR G 1 2 T

WisE W], JRE: . DNA. ATP HIHSP70 #%
5 TR e i, BRI S LPS Gk
5 10 401 it m] 35 5 1 51 i % B2 (prostaglandin E 2,
PGE2) B4, i ny & A A As 0k 2 M IR v Tl
i, FECAEZ KA Z R ¥ B (spleen tyrosine
kinase, Syk) #H1p38 MAPK I fiti i % 19 1% 1k, M
M3 PGE2 WA B in 7, ARal ik p e, 4ERF
F AN A | A R ) 75 2L ATP, 3 = K
LRI K- 1R b F OXPHOS R ATP.

L LTk, B et )s, JATP
) EZRURRR TSR, ok 1 R 0 20 M R
R ATP, X4 ATP i P2X7 324k . #HEF/1Z
P22 B 2% 38 18 ol Al % 258 1E

[40, 72] ‘

2

LR A 1 UCP2 X TCATIG R BRI =4 (AN AR ) A9 =4 K ATP; 8: mTORC1 F#ICPTIA (A#
T RE 5 R S AL B =22 08 /0 ATP BT s 92 ATPId A/ F T GBI A5 (1 s P2X 732 14
fiif; 10: ATPI & A0 MEE S NLRP3 TGk ; 77: ROSHH i NF-kB{# /% NLRP3 4 1 /M4 ;

A FF L P S ATPF

12: Caspasel 9% ; 13: IL-1B. IL-18f9 )T ;

i, DAZERE ATP VA . 5340, S04 500 it B AR L A
A1 AT TR T 1) 7K fife R 5 of 1 5 4 JifL A ATP (1) 4
SRR E R AR ()
FRATTAE 2001 AF i Hh A g R AR AR A 22
JIRYZE T AR AR ), B IS SR 3 & P9 1 R T
PURBAUOKR RTINS, 557, 14 KRBT
W BUIR R 2, fEAE R TP R B T %
G R S AR BN A P PR R BT R
IR G e FRAT 14 B B AR T E A A B
ER 2505 K AL . SRR 2 w8 B T R A 4
i, A I 20 o R R0 1 2o A v B AR ATP AR
REEAER . SRR, FRATAE B WL rhoU g £
T UCP2 & iAA AL AR5 B i, LPS 3% B i 20 it
J&, UCP2 SCARGHE T 30, 200 it 4] 46 2 5 £ 46l FH 240
FHan o ucP2 5k kR e I CEk, W
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Wit “FiFie (protonleak) ” fEH, HIEF AL St Nk R I UCP2 7Y L ik, FRATTHEN

it ATP 5 B A 530 T8 e B B N, i ELI%E
283 UCP2 #E AR IARIL T, (HZbi iR bR 1k
fffHEK,, 52N ATP (44 R 77 . UCP2 ANIE T Lk
1 ATP 8724, B35 mROS B/ 4, 1 ROS #%
P REER NS G 7 UCP2 A LAE
P41 MAPK {5 5 48 1 mROS 3 45 40 05 40 i 7%
e R R G UIRE, T ARG X

GEL

wmmwl\\

A B PR

AR BRI T O DL B MR AR R,
WA “falfEs” @EpPuEmT, ek, kst
BOMI”, I R R 2 ATP T LASCRE, 2Rk
RBOFE RO B2, it R uCP2, F T4
KA A AL, RIS, ATREHS I ATP 5 i L ik
ARG E] AL R AP UR AN T ¥z, f)eth
IR AR (K2) .

LA
H 2R

IEHARIR

BRI A X
BRIHIR

mROS 5

l

HIF-1a

GBI HE A 1

@

o-FE R T

IG5 Sk R

ucpr2
SerrHEm

b R I 2L X

Fig.2 The broken TCA cycle of mitochondria and the role of UCP2 in M1
B2 MI1ZE A R BT R TCATE IR R UCP2HIE
LW N AR W SR AR Bl A OB U R R BT LAY TCAME R SLUCP2AR KA. 1: UCP2RRIAARFBIUE s 2. UCP2AMRIHEEEAR 7 ) —— P B
ﬁaﬂ’JFi 3. UCP2HS BIERF A S X TCATRERAUAN T s 4 SRR RE PR LI NS SRR ISR 1N AEACRRIR s 52 AKHRFR I 1y mROS ™
A, HERFHIF-lo (BREESET) R9FE, R ROSHIHIF-1aZ: SR /KF- 1 15

2 % X W
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Mitochondrial Events After Phagocytosis of Aluminum Adjuvant by
Macrophages: Progress and Reflections

HUANG Li-Ting", LIANG Gui-Zhao”, LU Feng-Lin'?"

(VCollege of Bioengineering, Chongqing University, Chongging 400030, China;
2Key Laboratory of Biorheological Science and Technology, Chongqing 400030, China)

Abstract The important reason why aluminum hydroxide is widely used as a vaccine adjuvant is that it can be
recognized and phagocytosed by antigen presenting cells (APC) such as dendritic cells (DC) and macrophages
(Mg). It can also enhance the immune response effectively by affecting the presentation ability of antigens. APC
phagocytosis of antigens adjuvanted with aluminum adjuvant could activate lysosomes, mitochondria and other
organelles, especially the mitochondria. A series of changes would occur in the mitochondria, including changes
among reactive oxygen species (ROS), mitochondrial membrane potential (A¥m) and mitochondrial glycolipid
metabolism, efc. Our research found that the antigens containing aluminum adjuvants can be rapidly phagocytized
by macrophages and then an effective immune response can be induced. It is easy to find that the material basis of
“fast phagocytosis and fast activation” should require more energy supporting. For this reason, we speculate that
the biological behavior of mitochondria will be more active, and may cause “huge damage” to Me after the
immune response is achieved. This review will give an overview of this phenomenon and elicit the thinking that

needs to be solved in the next step.
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