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A (TME) B9 EE B85 o SRR A SC ERELNAL  (TAMD E07E 87 (10 a1 Bk 7 ke 25 B A T
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B 1 oA B R A A 5 3R T A B ) O S A

W O AR R, SR BE NS 5 08 B TR R 38 5 AN G 72, HIF- 10847 5 8 TG E 2, 5, 6]
FHE— BT R, EARERI RS (TME) f, tph-1 f74E 0 #8 E E W40 MO /KMt HIF- 108 75
7T M2 B EREAN AL, M2 BN AL 2 WA A ek RNACICR000317 Y (EVS) , #E AR R
[ PTBP1/PLOD3 {1 i 5 8 1 b iz 18] 78 iR 3% AL (EMIT),  FriJed 200 0 1 5 ZRORTORG B 1 B, T A 3 e
JEHERE[7]. BUEAE T BRI ) LNCRNA it RE SRR < EVELN A (TAMD [FiBEM
M2 ik, HAKIEgES RNA  (TP73-AS1) BAMRERMES]. Bt M 7ok MR sk X & & — L A
E mRNA A OB A OC EREZH A (TAMD Rl 25K B 419, 10]. [FIRf ALER4% 28511 (SLC16A1/A3)
WAE R A2 5 E R T SR R AR FE RS [11]. HRT, RIFRINATTII LA N, TS B Mg
(TMZ) BT RUST o« WIFFE N TR B I TT B0l E AR R 2R 515 R IE =97 2. Yang %5 AR FHVE ST R0 Mg 7%
IR T (GM-CSF) BA B Tt (TMZ) 47, AT BRAAARLE, i a4y f 3R 7 (GM-CSF) RERH R42
BARJEAEAT R, HATT A O L /NARORT PR A i 9 [12] 0 R AR FEN SO T 0 B T R R 44 R
(GBMD (115 AR5 [ 13-19] - Batich 5 A & LA A 541 g (DC) BEA E4H 5 B , AN S48 96 1) B B (TMZ)
PAKRL A PR AR T RIIR F (GM-CSF) BXATRYT 2 3 2K B3 A A, T697 I8 A I ot B 4 g ( GBMD
BE AT R AEAF ] (PFS) AIREARAEAFHI(0S) 23 A IEK 2 25.3 AN H A 411 AN H o BIFFUUESE B 41 i 75
oS Js IR (1Y T RS BB 1T AR (141 A T W SENAA AR T T &, BATAME T REE I 8~ M2 B
W2 PR A LA, B R B BRI A S BRI (TAMD ZEAS[R] R BRd SR 55 (TMEE ) (R4 F AL A4 Gt
P, RBGLFENESHEERE, PARTPUE. ARE RN 2, 45629 TIRRPER, N+
iR )33 Fee B (A B 4 5 R

—. REFE (GBM) HH] PI3K-AKT {5 5@

PI3K-AKT 15 5% 2 5 Z FAE B R, JUHEMBERKENEZE &%, TS, BB
HEARH, TE A AN JORE R TSR T R FEAE . B0 XUE IR SR 7 EVEANIE T PIBK-AKT 15 5
(IR AR 3t 1) M2 R BIARAK[3]. 7E SR IR B A B3(TME) Hh BEELHE 2H 2395 B /NI 4 i, -t 60, 465 B
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KRB EWRAH M, Qiu 55 AR FHAUKE AR T G UTBA & #f kU E 40 TRME-2 JER &8I, B W4 i 558 i 1%
BRI Fak SE I T BRI (GBMD MSURHTME R e ik i, JF HAZAEFNEL AT (HMGB1) JERUER
Tl E%, ZCIGE TOLL #5244k 4 (TLR4) MTHGE PIP3-AKT @, Mz IEE i M1 2tk B
WA 2 22 [20]. HARBTF F0tH A I — b RL RE I AKT @B IE 3 E Vgl i M2 £ A8k 4k[21-23].

TEWGRIGTT H BT IR 2 77 A %o 5 B e (TMZ) T 2451, WET 258 N\ R B0 1 6 40 i 3 #0 1) [R1 - (MITF )
HriRBIER, EBSMEZIRTT (TMZ) HIR VRS, BRI 4 K 5 (MIF) fEHTE Mg (TMZ)
() B I A e 3 T S AT % 8% T 245 1 U 88 440 JHL ) 147 o F 70 R BRI — Sk F2 4405t TIP3 R Al PI3BK-AKT 1)
WOE[24]. PRI W55 N R B — e ) 400k 5 W 40 B #2 A0 ] IR 1 1R 2454 - B A R B (IBIDIILST) , Al
B (TMZ) BACAEA T B3 MR an T A=y, S8 3 s 40 f i B4 1B R T, X TR5E e it I
G R IGIT ATTF T — B [25]. TEMZGPHEMBE T, JiENRIANER 18 (IL-18) TER R F#iHem,
HA2 18 (IL-18) @it PIP3-AKT i i By {8 75 5 o3 BR44H Mo 83 B A7 T 24 14 [26]

H A0 2% T AKT 5ok BT iR it R Wit 2 E 1r 2, (HEZ R TS 2 RREIER. HX AKT 78
2 J5 B 200 PR 11 28 RS Ak S R AT ANTE BT, LR B AKCT 05 771 5 i o o A ) B Al s 56, X 25T AR O 5
Z R AU IAE B0 R, BRI B0 R 1 BV BR 25 VR 97 T o 8 i KB [ R A28

=. BEygifuseBERB 5RFE BB (GBM) 45

I A I 5 2 BH A [ 14 10 200 20 A 3 i 1 15 W 4 o 4 2 T IR0 Joi g A o 1) L i 7 A L 4 B[] 4 (1) 52 i
[26-40]. H:rt CD68 H1 CD163 38 & 4 43 il & VE MR AHOC B4 il M1 ZUFT M2 BURFIR IR S hn 5 [31]. 18
TR AR OC ELVE A (TAMD e R A8, WU 2 AN RIL CD163 [RK 5 A1 M2 B E W4 i/ 5
) G 2 41 5%, PR i 3R K I8 5 43 Wk I 4 BB A 3 TL-6.1L-10 5 5%[29]. Annovazzi 5 At R LY CD163
TE 5 200 0 v 3Rk ) R R T TR IR AR A7 R R P [39]. Al IM 0, Kemmerer 55 N R BUTE i 2% 5l it I 88
(HGG) H#E v CD68 E Wl b mRis, o E W4 fE e i BlE % 5, SR CD68 ¥ & 1F 2
M1 B ERELN B AE[34]. BAR, WK EE CD68 Al CD163 1 A7 (1 S B b 2K H W s 1 U e A
FEH Mo IR UK SR AR BT JF AR 10 R T A PR AL IR A OC E VR A (TAMD BIRRALFRBE . 75 = 20 I o
B (HGG) ', XU SEANKI CD74 5 FERAAE e b, ) EVRAHR . A% PR G0 B A0 o 1 R 248
CD74 %12 ik e G B2 5 988 B 385 A0 BRI, BRI Itk CD74 o) i 2% ol Jie S5 988 1 i 1 bhir LA EE B [35]
Sorensen 25 N\ I FH 4K 52 AR X R BFAHARE (GBM) 4B il 54 s A4 0 b R B CD204 FRIA I B VEgn i 2 5
ETIMEFE, SMHEmERZRAR, W] DUENEFFEA R — MR % trE[33]. Xiao 55 AR I
CD44 fFAE T ER TR 1 M2 B E WA i rh, @i BRI 22000, I i SR IA A 5 g 1) G e 1A %,
5 R AL T M ZR SR PD- 1 F1 PDL-1 R (IH K, IXAhal Fym K T I TR IR S i 24 R AE [36] -
N T HHRE R IO IX R 24, Xing 25 AFIH S RNA I P B & B 15 SPP1 AR 1A (14 bR A % [ I 4 il
(TAM-SPP1+) 53RIA CD44 2R T ML S, XN AES EEgn it M1 B 4L oy M2 BRI K.
BRULLAAE, Peres & N 122 I 28 43 Bt CD86 11 g AH 5% B Wik 24H i o (19 s ik a2 B iR S 8 Tl s A R 1
FrEZ—[27].
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TIME Immune phenotype Author References

2024 CD86 peres N [27]

2024 CD47 DuR (28]

2024 CD163 Wu M [29]

2024 CD44 Xing J [30]

2024 CD274 JiH [26] |
2022 CD204 Sorensen MD [33] i
2022 CD276 Zhang H [32]

2021 CcD68 Kemmerer CL [34]

2021 CD74 Xu$S [35]

2021 CD44 XiaoY [36]

2019 CD47 Giholamin S [37]

2018 CD8 Malo CS [38]

2018 CD45 CD98 Annovazzi [39]

2017 CD206 Achyut BR [40] M2 macrophage

B2 B I 98 Bk O e e A L 2 2R R B B Bt S )
— RN BB e A TR 2 ORI, HAR R R ENLEME R — DRI, S aH IR E BT
JESZ AR T 400 %2977 (CAR-T) A Re R JTUR B i R 2 kb

DY 255 ER] 2 T 4 A 0 422 F2 I R W) A K I B A A T

e 5 OR] Ty e R4 T HL A AR 7 2 B PR BRI AT T 98 IR B R, — R A0 1 5k R W] e 4 o) 5 g 44 i ) 34
B TSRS . s R MR AR N AR AE DL, T SR RAR G 0 AL A5 S BB AN B 3Rk T
B, R B R A T R AT LR IR T R s A AT — PR TR . An S N @ 5k DR 2 PR AN A i S TR
P S5 98 S TR DR SRk N VR 45 5 e BR AR ETREBEEE R 7 Csiglec-7) T LA #E ELWR 40 i 1) M2 AR AL [41].
[ 5 B AH A M2 AR A AH SC I iR 40 i imy 3R JE [Rlid 7 HH1. CLEC7A. ST3GAL4. PVT1. DHX9 [A
55[42-45]. Xia S NMHEFUR IR EAS B A 1 A DCHEDE () 3Rk mT DA E M2 B W 4t i 76 Jid Jo g o (13, 9
REAE 12 Fl o R 4t W A A1 S5 B RN A R B J1[46]. 55T M2 EWGRAH I 7 5 o P g Jo 9 P 5 8 1 Je Jofa 9 v (1) 3Rk
L, You 25 A FH R 20 A pa 7 1 SRo gl it I, R B AR R P e SRR ST (1) M2 PR R P S [ s 4 i 1 S 3
% o R TR 5 RS ) LR e 36 B RN A4 o [ A TELA'E A DG 22 R s R 1 A OG o kAR M2 5 ) R A oG B R
HHE (M2-TAMs) BT DLBOE 14 I 508 4 M 1) PI3K/AKT/HIFF-1A/CA9 @ #%[47].

B 1 iR R — e B R i BRI M2 WAk Ah, BELCILR n] AR R AR TS A R M AR, il
FAM Z£[A. TP53113 #:[H, 5ARRMAGL FA K48, 49].  Sajjadi Z R H40 RNA I FHEAR
AN )R PR i S TR e A R, 5 I RIS A PR P2 JoR R e A% R R AT e TR AH OB B T, 4 b K LA 50 Ji 7 7 7%
J CD4 PUli ZRFIAAHN EFF, CD8 FFf. XBUR A — DA IS E bR EI[50]. PtpdA2 HH
TP LR AR BN, (ERIBAN NG 220 R G BiEN S IR EE EEAER, W TIFE 57
T4 AKT M1 MAPK sgma4ifusg e, 8 /EAMERNEs) 7 HIM. Kim AR5 &K MAPK/ERK {55
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SESRMER BRI (GBM) 9T pdl ML ctla-4 ¥4 77 5 AR AATE 245 55[51]. Chouleur 25 N\ &I
PtpdA2 5 FAH KL R (1 i 2Rk A e S 8 b T (e ik s 3 K, PRI/ BRI 26 [52] Mistry S8 A RIAEE K
PR B BRI ((GBMD Hh, il AH O¢ B 4 AR AR 7 A 2 DR 2 T BR [53 ], 3K Bl VR AHT T 72 R B i 2
JH e e 9 JUEL ] 5 RSO o 1) O R ABLAS 258k — 2B AR FT[54]0 N 1 B FUAS [) 25k TR AL 1 J Jord e 4 L ) /s 45 2R
Zhang %5 NG T R A0 M AH OS2 R (ARG W il 5 15 5 RIAE G I E WA Mt A B A Al 5 ARG
5 il m BRI A 5%, IF B BRI LR 2 )5 B I ER IK R [55] . Pereira 558 AN BIF 7T & 30K 5L 96 v 4
935 20 PRI T P P A A S TS 2 U O [56].

NI A A () S B ) 2 PR 3Rk i X, B AN B S R T [ G 4 ) O B R AT )
WIS UETE , FEMZE TR IA RRIE EWGAH i H o IS5 R 15 AN B2 IEAH DG . 1% S8 L (R AT BB ROA A R R
J7 IHE R[57-59] [EIAEH, D9 7R T Mot 98 40 MR S i DR R 1A 5 W A R P A1 R DR 2 1T R OR BEG, Chen 4%
NE R T BAG B o2 SR ARFAE () rRpkEL-2 2 (b 2 B)GBM 0¥, 1% 0 B  JE [K] BZH2 75 55 A [
41 B J A 53 DR A AL R b 2 P i A2 — B P M A B A S i SR IS R S . RS MR A DG
510 4 P (TAMS) E A+ EZH2 -5 4411 A J 39 358 DR R 5 s 400 . MI2-PH 7R 35 [R] 1 3 St il 4L 5 0 27 (R SRR Ak vy
FEFRIE[60]. TEIRIT 7T, Miller 55 A M 55— N0 A H 42 H B 20 B AN /DN Jie JS A PP VR T 7 A FE OB, A
/I BROF N AA SIZ 673 B 15 HH 28 14 B S R v ifiL Y 1 B W 4 B b g T, YR T R LR R B R 40 i AR AT &
R A, AR T ] TR0 g A 4B R, AR B ROC T R AR OC BN 4B MU R YR YT, SR A X I
FHRIT AT AL S e e 1 B [61]. B T EWE4U AL, TERMRROASE(TME) Y, 45N 3T AN A
(%) ik T A4 B P Rt B S B, SR IR IDH RAE BT DAY BSR4 B R, fE/NERSEER R, Ludwig
S5 N¥G IDH AR RN R SR A /M 2830 (TEX) JENEFAERDNRAR I, R I0E A2 YN BRI e A
RABETHA I IN[62]. Hu 58 A IR RNIZE AR OCHE R ATRX ()R TERE 51 iR R 40 i IDH R, I
S EUMIRE 1) e I [63]. PD-L1 2 —FiEdt)s, @it S5 ani bRy sE T 2 4k-1 (PD-1 3244
ity fRIBINHENE S, PR g B ig e, AT A8 A A B A FL s b % KRG IR AIE 2 . Wang S5 A
W T R IR 5T B0 fg . Met i B2k n] Be < 5| BRI A OC E R4 A (TAMD S5 19 J5 5 P Jise ot 78 B8 4 e
(GBM) [#] 4-PD-L1 {55 30&, FHE5MBRTEA RAK[64]. W7 —2 KIPGL PD1 FHWrRIT L2
Al DA PRI A O BRI AR (TAMD 7] M1 AU AL [65].

T BUEACERMN (TAM) S53#3FE 8 KB R M

B R RN (GBM) FTEEE B AT A% (TME) #tEE S . Kloosterman %5 N\ JE i #40 ff +
AR EL Wk 4 ek e L R PRI BE A, T AR IR TN MR 4l B AR ke EE (541 N BUIR(LDS ) 75 v &
B B4 (GBMD 1 IFAZEIL[66]. Chen 55 A FHBE [m) 44 K FEA K BLAM ] 5 i 197 AC 8 AH 5C 1) ALOXS
TR DUIGTR 5 RS FEREIR TS B4 M2 A4k, @it/ RIS PD1 JATT REFe M7 RL[67], &1Xt R m B
YHME (GBM) AR SRELAE B 1479, Zhong 55 N K ILAE [m) 41k 745 S Bk e 18 B 1 (Aset2) BB 24
)8 U Jc PRI AT 5 1 05 6 s, T i 88 4 R P A7 P AR 7R BE T2 [68] 6 Ye 55 NI 9 A AL o B R T PRL1 AT PRL3
FEAR IR 24 P A o [0 e 5 50 5 TR 4 B X 8 0 A 92 (69 MR A FE SRS, g 017 R A 2 K 1 2 i 40 P 3 ok
T, AR R BRI (GBMD H, JEIHER G AR i [70].

B 0T it Te MR AU ) 40 1) JE S 2 — DU G T D B 69T, AR R AR (%) 401 ] B 2 5 el 1 i 40
L A R, L T AT S A PRI TS AR A AR AR o s I 88 44t L AR 5k 4 o £ 5t 8 SR 358 (TMEED
FHEAEH, B 050 3R B e Ik 5O 8 oA 358 T DL ] 422 52 106 15 200 e 0 8 40 PRUIR S A B [ 71, 720 T
AP AR —Fh SERER T, X R Sl R 355 1) e A% LB IR S [6, 17, 26, 34, 73, 74]. Si %8 N R BUR A 55
(TME) S R IEE A S S5 HIF-1-o8 55 TL-1 A92 WA i3k 2 J57 38 48 1) 184 5 3 4% E F1[6]. Zhai %5
NKBLEE B3R 6(IL-6)- AT ¥ E IL-6 32 {4 (SL-6R)-4% 35 5 1% B 88 AN 71 3(STT3)E 5118 2 i i
241 it S 1 Rk Ik TR 4 R B R A M AR AL () TR Ay, 3 /N 3 I R R DA LSO R 4 R AR AR S AT A
IR 0 R RE[ 751 TEIX LU A, SR R S5 S BN iR A OC B R4 A (TAMD 11 38 44 R Sk 42 il IifRe o e

PR — SR 4, FHILFERMEREE R, A BRI O E AR R L.
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75~ BFET- (Ferroptosis) 5 E W4 MRILEL R

ZHET: (Ferroptosis) & — P YA ME A BORE P A0 TS, A W FU 3R ISR ER U T AH G 22 (R 7E Jie ot B4
Mo (GBM) HFRIFERIE, JFHS5 M1 BB R M2 B E R0 ikib . R4 IDH =948 i e i
FEARWE A K[76-78]. #t—LHIBFFL, Li & AN RIEEARE (FTL) fEEPET: (Ferroptosis) 753 Bl
N PAR AL IS FE TR B S B VR, SRR AR EE (FTL) FHSQIERRIERIE, AT RE S ] B Wi i M2 Ak
1k, FEHATfEEE PD-1 ¥E R IR0H[79]. BRFET: (Ferroptosis) HHI<HE RITE i B (¥ K 2 M5 5 @ %,
FHN. BB i o] X AE KA AR A R A B, BRI MESIE T A 3 T B BRIERIE S B AP E R T
PR .

+. BREBEZEATRERET

HAf A FARTIBR G & ML (TMZ) A7 2 IR BURRIT I abnitl, AR R 7 B 35 T I 5 e 2k
i, AR GETT IR AR AT FEN 51K 2 RO E N IR BB B A VR TT, B T — T RL(12, 14,
24-26, 37,71, 74, 80-84]. FEEKEVRIT JI 1 Yang %5 N RILE EEM N (TMZ) KGR 4 Mo 48 v B R 1 52 4k
(GM-CSF) #4707 v] LASE 5 i 0 R A A7 97 2%, 3 L8 BH 2 248 5 A0 A DG (R L /INAR gk 2> A v
YM R F%[12]. Hou 55 Nl i 24 Wt 7 R I E AE M 2 5 IR B BEA IR GBMD IR &, BXEPUAEFRIBIT
AFCABE N B (TMZ) BI97 2083 I [ A & G Ay 02 AT I R SR8 7 1), A R 1) A 26
AR PUSAR A ZARAUE SAE R 1, 7] LASRAS E A (1 5 [24-26, 37, 74). Fidl AL & IR 1 (GM-CSF)
S EH B AT 55 G 02 0 R o WA R B L5, A AR SR A TV W ST TR B S VR T, I B S R G
X AP Bty o IR PP VR LRI PR S50 i 22 Fvs T A I A o 28 P AN B R A AR T B R AR T
B BT 34[12, 14, 82, 85]. CSF-1R & B MRl Mo S 7% IR 1-1-52 48, & — PP e i R hile EZAE 32
25 B RGN i) A KIS E 55 AR B RE . CSF-1R )7 3 ZE 8L 7] CSF-1R ZARH/Nr T A AT HLAR SR,
AT A SR AE I J5R 98 AU 328 M SI2 56 AT N FH [ 73, 86-92]. Watson 25 A\ &k B BB AR K 4 i 4 V& Il B Rl T (GM-CSF) iR
JTREHUAS RAEFIIT 8 AR RAESLI A S0%M/NRE K, B RIX —IR 5 A HRIRA K, 4
DX B0, S A% SE A 110 e 240 At R B R G B 0], 3K 2 i ) R L 2T A 0 4 6o ot 28 9 RE S0 A A 1 2R K TR
T (TGF) 55T, 44l BN T2 37 24861 Almahariq %5 A & A il For 20 it 4 7 s B 1R 7--1
ZA (CSF-1R) BRA BT vl 42 e S8 /N BRI A A7 3, CEARAMRD T80T 75 2 1 M2 E V20 BRI 1 [89] . 4T
SR BB AE TR R R T--1 %24k (CSF-1R) HIRE[RATT, W50 R BLASIF] (10 e 8 240 it 0 3 1) Akt A ), 3 A
BT i oG B 4 B8 P A5 S P P R 1, e 4 B P 28 A TR 2R e IR AR G BRI (TAMD [l R BA &
X RL A B AR T R R 1--1-52 4% (CSF-1R) il ) B2 UB M [88, 9210 BFFT N Bk 1 #E1R 97 77 20 B,
FA U 518 2 A% 5 2 A0 R B [ S5 A0t AR T — e HE R (73, 84, 93-101]. Christie 55 A A B g 4H i
VERI6EN T3 590 T7 GRS A% 13 3 40 oK B8 47 25 I B I I8 40 i [98] . Foray %8 AR /R 771454 PET/MRI
B A5 B B S P IR 9T R IR TR I AE KR Z5[73]. Thomas %5 A Fil CXCR4 051576 & U VA TT $2 /5
JB 5T BEAE M s (GBMD FAEAF I, 40 17 T80T 5 s 446 25 Jot 4 B AT AF Rl -1/ C X CR4 Bl 1 F 1L 457 4K, [93]
Miao &5 N7t R BT 4 % A 2R 1 o] (2 28 b e )k e, 6 A4 R e 40 ) B9 b s —— 1) 78 53 316 [100]
Giordano %5 NAGHEILIR 2R (MRD 5 R4 A AR &, R ARRESLIR VP 15 i Ut p A s
WA IR T A S HRAE, AT IA BAZ A P pd-11 3RIE 5 MRI MRIRFETTE 70 A0 51, X TR 7 58 A T
2 I 988 6 9 1 TR RS 0 AL PP R4 [94] . Chen S8 ANAE S 2RI (HGG) W& H—Fp AR A TER I
S 2EAE 5, LTI e AH ¢ B W4 B (TAMS) R 28505 % B2, R IER2 53858 T1 IBU(T1CE) AL 38 E 7 11 MF
TEF M2 AR AR 2% B AT B (M2-TAMD$E S5 [97] . BARAL L AT A2 VA 77 I IR 1 4 A5 1, Lecoultre
S N RGOk T 110 12 J5 38 4 B P 37 9 v B AR EE G T B A W i 1 488 0, 0 A 4T B A S 1 B2 A ol T v 1
XN O] BE A T HUR B (GBMD [ R

N BEERE
M2 7R G 2 R R AU LB AN 5 5 T B B 2 SR 1) R A5 AR AT s o JRAT TR T ARSI IR
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& M2 B WG AR R 0 IR SRR, ORI TR TR SR E R AN (TAMD IR AR A2 AIAR 5G
e, LRGSR AL IR _E i i A 2 D8]« A e DU R A o B at AR ERATT IR A B M2 Y W A R T 245 42
RERARI B HUIC 2R 2 T IR GO BE Bt o R Tt R R I 20 AR A e — DB, AR R ER R T
L atr. BALHTRIMNCEE 7 —edth, (B2 EFEIEE L ERMRE TR 14 s —
BOEGE MR o MR R R 2 T A KGR BAT 5 ZERG S — A e O (1 190 4% MRS [ R 2 ] J2= i b 4 3k
XA ImARIRIT T, B A RORAE /N R SE B O AV RS AL 207 NI T R 5 e R TUR
HEARNARORE . — RIVFNBART E ARG PR 25 . GBI TR AMEBCR D,
AT LAAEAS AR KA T BT R X R AR R THT 20 -

S 3R
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M2 macrophage metabolism and clinical management in glioblastoma

MA chen-cheng ! CHEN zhe! ZHU ye-shan ! YU de! WANG tao' ZHANG yi-feng! WANG
Yi-bing 2 WU Xiang-yuan® SHU han-sheng”
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3" Tianchang Traditional Chinese Medicine hospital, Chuzhou, China
" The Second Affiliated Hospital of Bengbu medical University, Bengbu, China

Abstract: Glioblastoma is a difficult neurological malignancy, and the median survival of patients
are usually only 12 to 15 months due to its high invasiveness, heterogeneity, and Metabolic rate. In
gliomas, tumor-associated macrophages account for even 30% to 50%, and previous studies have
shown that macrophages polarize into M1 phenotype macrophages (classically activated
macrophages) and M2 phenotype macrophages (alternatively activated 'Macrophages). Most of the
latter have the effect of promoting tumor growth. Changing the tumor microenvironment by adding
cytokines to promote the transformation of M2 tumor associated Macrophages into M1 macrophages
is a current strategy for treatment. Recent studies have found that tumor cells and microenvironment
participate in the process of Macrophage polarization to M2 through gene regulatory signaling
pathways. The behavior and substance metabolism of macrophages in different microenvironments
have been revealed, and many advances have also been made in clinical trials, using nanotechnology
as a drug carrier to enter free tumor cells that cannot be removed by traditional surgery, gene edited
tumor cells, using photodynamic therapy to deliver drugs, and using a combination of Methods on
the basis of targeted therapy, thereby prolonging patient survival. This article reviews the metabolic
mechanism of M2 macrophages in glioma and analyzes the relevant Clinical studies to provide

directions for basic research and clinical treatment in the future.
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