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BB 0= miRNA 55 ORI AE 3% S 3 R OB i R
ZEHRE T RUE

LINREA RS —ImRE2R, LLAREM 2562650636;032. WAREARENBERE LEMEER, LLAREM

(FE] T & TR mE /Yo s IR g, g AE R E Rk

(tumor-associated macrophages, TAMs) {ENME RZEHEAEHRVE ZAHNH 5, SPTEM
TRHR T EIFETUNREIER, TREEMREARE, ERRANARZ AT F 8 M1 B 6] {2 ik
TRTERIEY M2 454y, M2 B E VR — PR A iR e . TR RIE OB R GE LR
f#/NRNA (microRNA, miRNA) HOESSAER BN A X R LR T P iIpEEEA R -
SR, miRNA 5 TAMs Z [A] 2 FA0 A T R R AR TE M o —J7H, BBUEMET
431 miRNA ¥ TAMs BItRAL, AIReSSE ~ (5558 5 Bk BE A+ 3 (signal
transducer and ativator of transcription 3, STAT3) ~ BEAEELALEE 3-14EE (phosphatidylinositol
3-kinase, PI3K) /& H B (protein kinase B, AKT) /MH¥Lei¥)EIHEZTEH

(mammalian target of rapamycin, mTOR) S§4H5%; H—77H, TAMs #KJFEA) miRNA 7R3A] LA
SRS SR A R V) AT R o AR GG T IR BB AR H miRNA 5 TAMs A
YER I THLRI SRR, N A #E TAMs 5¢ miRNA B# 2R 7 RIS AL T HIS K
e

(%8817 ) FNCFUE; miRNA; A : B4R
[FESKE] R73941 [XEFRIREE]) A

R LR & PR 2 R G LR IR A M 2 —, REBER 10 T AHLFE 5~8 f
AR IR BRG], FEHROOR TR AN o A DA 2H2H (world health
organization, WHO) R BB R4 4 202, 2 PRIEGUIRE ~ 3 2 o Jeg AR fon B 4 Ao e
(glioblastoma,GBM)  (WHO 4 %) BEM T AL AT D528 78.1 ~ 37.6 Fl 14.4 1~ HF,
Tnltim, BENEFIEBE - o uEZeUIEME, REREUBOT ~ rihe i+
BHNEIT TSR o FOUTIEW: MERIETT ~ 0 FEAETT ~ REIRIT ~ TEZIETT ST
TR, (BT ImR R RS K EFRERE, eI SCRY T BN - ESRE
2, RBETIEEARERBEME - RN SMIEET FRUS TR RES, (HEAER
W EHNATT AR A RCR I TR, HARETE T B B MR B ZE o IR
T8 o B TSR B R 5 M S e eI TR R B BRI RIS RGeS 8 3L -

1 fiyeEAE % E VR4 A

fiJEEtHEASE  (tumor microenvironment, TME) <&~ 4R ~ & F4RE ~ S04
g~ A RIS S P55 2 Fh R SRR B S N 4S Pl S5m0 70 2 TRV AR AR F (e 2
Rt e VR T2 o 72 TME FRE P i 2, e ¢ ERGZERE (tumor-associated
macrophages, TAMs) #EHNFE, MR TUEHALR) 25%~45% o FEMRTUES, F

HEHVEE: KME, B FER: zhusx2003@163.com



http://www.biomedrxiv.org.cn/article/doi/10.12201/bmr.202609.00007
WEFRENA CRE AT VI 1Z SR I, biomedRxivilAT K AMRAER . B ARG RV LA .

10.12201/bmr.202609.00007V1

FRRY/ N B A B AN SR SRR ) B AZ AE B AT AR BRI IR 5 JE 52 85 22 TME Hp 3[R R4) BC R o TP
R ERRANAE, 85 i 2 FhAn g N 8 R R ZREE T ~ (RIEIE & 75 5 S e ki
7o TAMs BA ATV, At BB IR R E o b S s B (M1 &) At
PG ErEAE (M2 ) o M1 I EREARARIE HAEZ M (lipopolysaccharide, LPS) #0
Ft# (interferon, IFN) HSIEMN, FHERKELER T, WHAMNAZE (interleukin, IL)

FIGHI IL-6 ~ TL-12 DL K I8 3RFEE F-a (tumor necrosis factor-a, TNF-o) % & EHTHIE1E
H . Hm#55 CD68 ~ CD80 il CD86 % o M2 A [ BEAH M8 # B 1L-4 ~ IL-10 ~ IL-13 ~ 7%
FIEA -1 (colony-stimulating factor-1, CSF-1) SF¥#{iE, DA IL-10 AL A KA

F-B (transforming growth factor-B, TGF-B) M Fik CD163 ~ CD206 FIFEZIRMF 1 (arginase
1, Argl) WFHME, FELIFERIFARBE ~ MEERMEBIIEM, RFREZMHEE TME
TR o REMFTRI, TR TR AR B TME 7, M1 20 M2 B B0 M7 e sh 8%
o, M2 B EREANRAEA H Ay EEARMRE, IR — 5 R g I R o TR A R MR 2 e [RLIM,

1755 TAMs M IR R I o) 3 i R A B2 10 0 i U R SR e Va7 S it T )

2 /N RNA

/N RNA (microRNA, miRNA) s&—RPFTEIEGRDNEE V)T RNA, HIjgEEE
seiEt 5 mRNA 70+ EREANFANES &, TR KSR 7K ER R 5 © 3 60%HY 2
F S 2R FH miRNA P81, #9 miRNAEHEEE 5 21> mRNA f4 &, R E £ 4%
TR, MECE AR LY o FEMIRE BT Y, miRNA AT DUK B 93 o8 BUE B AN
R0 o B miRNA 1 ARy, A DU HETE, M miRNA Rk R, Hxf
bR VE I B HIES o (R, 85T miRNA #IHIFR I H BUE A miRNA 58T miRNA
YRR IR miRNA FFRIE 7K BB B I B Va7 VB AR SE = o (B EA I miE Z 4k
hit, eSS —TE %A miRNA ° miR-124 1 B8/ NG A R 32545, (HRZ 1L-4 1
IL-13 RSO — ERZE, M, A& IR AHR K B RS L F AR 235 miR-124,
[FIRERIPEEN AT 22 _F I miR-124 BYFRIANY o X — 22 RIR/R AR EREAHN [ — miRNA B
R EBOARRE, [t H e T 82— kIR E VR AE % miRNA $8 w254 7] 88 6 1A 7 308
HARZE o A, B miRNA SRS R D) s MR SE, (21 miRNA BIH[E ¥
YRS NNFERE - BIFR K IAT LUBIT B A 250 miRNA IR TFHHUERcE, filin. Baiky
miR-135a-2 ~ miR-124-2 fl let-7i S G« 1> miRNA ALb, AT EHIIAETE R — 4 T %L
40%, H =F miRNA BXEIRT7 B/ N A AL AR AR A K09 o 55— /2 miRNA FOIR RS E T
72, BXMEDIZE S MABERE, A ey o EaEk, (2B ~ WEEUR ~ IRmeir - Re
Wik ~ TeHLEdAR ~ TRRAAMNMASE ORI PE & DS, 7t —EME 25 miRNA FEIFAYEE
o] IR AR AR AL T RIATBRAR o JATH, IXLBE AR B AR B IR IE, AMEP RS RS [ EE LA
SR~ TERRZH A N AERE G 98 ) miRNA MR ~ KR A 7 5 KT E i 755 n @ FF it — 2
ROHIFT o FF miRNA 239 BHEFE AR H SR FTR R H B ged A 5ERE, $& & mEheE
W A RS 2 B B AR AR R o
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TAMs 5 miRNA Z [BIfF7E R Z0 R A AR 4% o — 75T, miRNA A JE#2 TAMs B9t fb
WAEFITIREFRIE; H— 1, TAMs AJ3E R E miRNA S200 e 4 B 4 90 2247
TR A S e 2k o IRk, #R%E TAMs 5 miRNA 2 [FIRGVEZALEH], AT LU TRy
miRNA J7 7% 5 G TR B A T HR (B0 BB -

3 Shus g
HMNIMAT Z s AR IR ~ BB AR T, & —RE R 30~100 F0KRY4HAES ML
(extracellular vesicles, EVs) , A]LURFEEH BT ~ ABST ~ DNA ~ miRNA ~ mRNA %5 £ #4) it
IBIE S Z AR FAT AR RE T, AT B A K ANFE RS ~ M A AL ~ RAERRBL ~ %
TP ~ JBTT I 2555 07 T R FESSBAE M o SMIMATED) miRNA B RIREAR, & TAMs F 76
MM EEE IR T A -

4 miRNA % TAMs B %
4.1 fEE E AN miRNA 3% TAMS

TR R PRI G T S B T, TS & R EFEREIAEE, TAMSs 8 5 (LR SR B it
X o REMFRFEA, RERTUEIREINBAR (hypoxic glioma-derived
exosomes, H-GDEs) iEid & &A% miRNA, F5EVEAHAD M2 BIRAL, #0% M1 BUA%
b, TERCGIEIIHITE TME © miR-1246 /& H-GDEs H1# & i) miRNA 2 —, Hi@id i)
TERF2IP ik, #H—HBUEE S S ML REUEFR T 3 (signal ransducer and ativator of
transcription 3, STAT3) F#I%H|#Z%[E+ «B (nuclear factor kappa-B, NF-kB) {5 5i@, {€i#
E VR R M2 BUARALDY o SEBFR AL, ERRAA L H-GDEs F /& 334 H) miR-25-3p
fa, B BUEEEAEEtHLEE 3-8 (phosphatidylinositol 3-kinase, PI3K) /#& H#{#% B (protein
kinase B, AKT) /MHFLEIY)EHIIEZ¥EH (mammalian target of rapamycin, mTOR) &
BE, AR/ NI ST A AN B RR A 2 3 M2 FEAR AL o % % miR-155 RRF/ N AR AR A B
WL M2 SRB B JAs o M1 AU o SR, —TiAE 4046 i H-GDEs 7 HY
miR-155-3p #1115 5 B WRIETE STAT3 il BE fE 7 M2 24 ERRAH A OB A0 o (R B 3T R
HIBLEY 1 2R 570 B miRNA YD BE 77 PR @ AR E A RFLALH B —2 o 7, Tankov?®
F e H BREEEAT AT LUE I GBM RSN, H A miR-25 1 miR-93 FFRIAH . E
W, 5 EREAHAE T IEN fUF20R R IMH M1 R - M TiiEsh R U A 4+ ~ R
HI— s IRENEE, SREFR SR T 40P (glioma stem cells, GSCs) b KEIIAE,
BR, BOSIE IR TT 40 W miR-200c-3p HIS MM FE /NS STt 2 i [r) M2 ZUAR f1124

4.2 TME F miRNA %% %) TAMs AR a] 4%

miRNA JESFE/FESE AL A (programmed death-ligand, PD-L) /F2/F1HESE ALK
1 (programmed death-ligand 1, PD-L1) ~ STAT3 ~ PI3K/AKT/mTOR % £ 2%{5 5 1B B A
£ TAMSs [ 2444, #4 miRNA 22 EIHF M2 B TAMs E¥ 8 M1 B8 ) -
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TME Hi 2 miRNA 7] 755 BRI A R (@ et M2 22 © PD-L1 = 3RiE 5 Bl
AR Y M2 IR AR YIRS, PD-L1 AMXAT DAFE R4 RERR E 3%k, 8 R] DLy ils % TME A e
R B AE R 43I K & PD-L1 5/NEFR 48 _E PD-1 45 & (et /N s 4l ok M2 &Y
251 o miR-182-5p iE 1 ##] Rab27B 34 I B MEME EV # PD-L1 fURE, dFmigs
e i AR A M2 Az A28 o STAT3 Fl PI3K/AKT/mTOR {& 5@ & 7E TAMs FIR At 25 TP A I8
THIVER, FIEHE TAMSs [a] M2 B Av,, IR T HREE ~ SRS, TE R ]
P TME » #1558 & B0, 7ERC TR it %94 miR-3591-3p BEIE AR ARE R T, ZIETEIER -
SN TR AP 25 =50 7090 miR-3591-3p HAE [r] ERGZH A, Jdad iE PI3SK/AkymTOR F
STAT3 {5 5B 1% T TAMs [A] M2 #EARAL, I e i eIk 27 o [ miRNA §E w5 [+
SRR = AEAR R N 2L R, B R R T 2 A - AR, GSCs4b
WA HF ) miR-6733-5p 81T ¥l [a] IGF2BP3/AKT 15518 B (i BG4 At [m) M2 U AL, 1Al At
JE R E RSB RT LU ] @3 GSCs B9 BB, TERIE s, #E— 2R Re Frggdt ™ o it
A&, WEEREEFNGK 71 & HIFJEY) (Phosphatase and tensin homolog, PTEN) 1EA ffvEg 1l B
K, AT LLET T PIBK/AKT/mTOR {5 5 B4 | E 4R M1 Bl [a] M2 2] 1L, - GSCs 4t
WAMA ST YAR) miR-374b-3p 81T T i PTEN 2141555 ERE4H AR A M2 BYH A0 I (7 Brideg 8 A=
B, AR B B R o b - SRR AL (epithelial-mesenchymal
transition, EMT) 5 TAMs i M2 BRI ACAR BEAR S A IE st 3F— A 3k g 45 8
£, miR-192 1@ ] EGR1-HOXBY Hok i/ I ST 4 EMT, #1118/ TAMs HIRE
FHAMHIE M2 B AL B o

Ibah, BWF5T R miRNA B85 M2 B BN A0 G i 32 8, R Em M1 K
£ - miR-138 BEFIY)HE J M2 B EREAAN S5, H3RTH CD68 ~ CD86 IS RIA REH =, $&
7 miR-138 7] LR M2 B EWARAE E AN M1 B, HAEShY) 08 %% & & miR-138 [ EVs
A LA M2 2 SRR AR B/ CY o FE GSCs Hid #ik miR-504 5, W5 & AL EEFRAT/ N
FR4EREH M1 FREY CD86 il TNF-a FUMENT FaA & FI, #TIVHFR T GSCs IS M2 BIE
WEAHAB R AL o AT AT, M2 B/ N AR & miR-124 ) EV J5HE A #0]
STAT3 {5538, (23 IL-6 BUFiAHH NH TGE-B F1 Argl FUFEIA, SERVINI AR a M1 B
AR AL o B 8 2 (sphingosine kinase 2, SPHK2) HY/E 1A Al 862 X5 TAMs HEFHF
fefi ) M2 B AL A RBE E, miR-137 B[4 SPHK2 7 1 ¥ /> 1L-13 AORE 1 7%
TNF-o 1 IEN-y FIF= 4 %5 TAMSs [ H0RE AT M1 BUEE (LB o

DL A5 3ERR, TME H A miRNA AW 2B L, (@ M2 ZUAR ALY miRNA 3298 518 3
SHhAr, IKBhEVRAARR M2 RAVERIE, AN FELY mRNA 5, BEW X FhE
o L, E T miRNA SERAET M2 ZURR AL B33 Fs M2 B (b ok 58 28 e ) S e S AR
5, NRBUBIRNAT IR T — A ERAER T A o

5 TAMs £ i miRNA % i85 (9 78 B
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WFFR & BL, M2 BY E WG4 A S B AL & miR-27a-3p ~ miR-22-3p F1 miR-221-3p [ EV
75 GSCs Y EMT, {23t 4nina e J 5 3 H™ o 7 A5 #EH, miR-27b-3p 7 M2
R EREABANG AR E S, 6] miR-27b-3p AT LI GSCs AU T4HAAF M, ZEK GBM /N
A AFHACY o M2 B/ NI S M B AN AR R miR-7239-3p BUFE A i3 i, HAER T IR mE 4
B FEHPH] Bmall FUERIE, #F— SR AR TR G IEFAT R (iR R, 75 M2 B EREA
SR F 1T F 5K miR-15a 1 miR-92a, 7] i@ FHWT PIBK/AKT/mTOR 15 5@ 8, IR
fr53E RS o X — R TS M2 EVRZHA R A (R IR AE FAOULSAE TR, $27~ M2 EVRARARIR R
miRNA JRAI e ZEIEAE A, i BA R — AR AR B A R B miRNA 73— A6 g i A = A4
NIRRT« ok B M1 24 EREAR RS MR B B S E P A miRNA, Fla], M1 2
E R A S R 298 miR-142-3p, 7RSS0 40 AR i8S HMGB1/STATS3 J8 B4 11 7l
PD-1/PD-L1 PABH 1 S0 6 o FHI R UL, AN[FIZRALRY E VR E 1T 204 2 7710 miRNA 5%
W PR R R, BEIE] miRNA TTH B AP A7 BCRE BN 3 5% S0 B TP I A B ) S B

6 NESRE

UTEERE, BRFURTRTT RS AN S, (EERE PR H TR B2 - TAMs B8 R A #
BOARE], FRAWFH T BRI IR AL AN H] A BY 51 € A RA96 77 3R © miRNA {E7y
HENESDT. 257 WEMES TAMs Z EDXUAER, 4[5 miRNA R TAMs B
e, FMHEE R, EBUERGITIRBE T HHYATRE » AR5 RGBT miRNA 76/ [F
MR B IATE S N AVThRE B, ERUA TR ~ 29BN A ML F 25 L1 )5
B, R miRNA W ANA] 75K B 200 Al G AR R IR T & 1, 5530 miRNA 1877 IR RELAL ©

5% R
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