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Abstract

Oligodendrocytes are representative glial cells in the central nervous system. In addition to form-
ing myelin directly, oligodendrocytes play an important role in neuronal axonal growth and repair
after nerve injury. Recent studies have shown that oligodendrocytes play an important role in
maintaining the structural and functional stability of neurons by influencing their energy meta-
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bolism. This review focuses on the recent advances in myelination, post-injury repair and energy
metabolism of oligodendrocytes, in order to provide reference for the treatment of oligodendro-
cyte-related diseases.

Keywords

Oligodendrocytes, Myelination, Nutritional Support, Material Exchange

Copyright © 2022 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|

JR S AR R A e R G B e e ASM I T B AR SR A, AR SRR A R /N R 5
. PEATRRPIa ARG SRR, IR an AR, TR . BRAEK. miiiEEk
7 RBAEM IR AR AR — R B PR 2 RGN I 2 KRR AL B R R A
MR RV, ASCH ST 4K [ P AME D RIL AR BE R . R i 0 )5 B = LR
M2 T BE A SCHE 5 T (U E R BEAT ERIE, B AE /D SR AN MU PR (B T T T SLiR S

2. ‘DIERE FRAMARRIThEE
2.1. L3RR RARATEIR

/b SR B 5T 4 T ER PR ORK A 2 2R Gt b B A A 2D R J5 A 1 L AL 4 B — — 2D 5% e i T £ 4 i
(Oligodendrocyte progenitor cells, OPCs)7r L fi >k . TEMAGESHA, OPCs SR T4 MR 2 BN Fi it i o
PR SGEE AT E N R R X [1], TEZFAERKRE TR T OPCs [N XA RG 2L #[2], &
A3k BN FL A BEES T BAE 1 I /D SR AN . OPCs B E B A4 JLIN B R ik B de i, 1% LI 3
NBE, FEAE 5 BT E R3], OPCs B T4IMsrE[4], L E &G kARG, OPCs il
tri) /> R s o7 240 e PR 38 5 R 43 A 184 m LA 2 PR AR I RR R .

DRIR AN SR, TERHER, JEX oIt SCRE, AR,

22. PRERMMSHEHTRMNBLEREE

FEFPAR M ZE R i, A 0 S8l % 102 SR o 240 L P S JBE 1) A S L L SRl SR T T B BB A ) 4
Foy e BV AR s AT A BE R R AL R SR . BEESTR B2 — TSRO R, IRIGER N A, B SEAE
wHBR, WIERRAN LI, JAERE R s R A, AR ENNATE, — BRI R
FFARFITAT (5 58 AR RE A /D SRR o A L SR R Bl AL A BRAE B Rl e b, H R A R B
R R AL A R E R R o RS R R v, /D R 5T 240 M A5 P vt P 2l 25 A I R AN W b R L
NG, —ERFK D TAIRES S T ORGSR . AR b SRBE /> 5% 5 4
P BRI O S T AN R B - DR i 5% - R AL ] A5 88 A5 s AR B A R A R T R
PR 78 A R 1 2503 LK BB T A 5% mRNA (05 [ #6180 AR 1 Bl 3, I A Ae ik — 20 51 /> SRR
A 1 o SRR AL SO BRI BRI R BB BLe U, /SRR 4 R R 280 R A 2 ) S AN R K I e
XAHR AR 5 5 D) B I BB A0 2R U AROR B BRI i 3l AR BLE TR SR e 46 3
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A T R 2 BT, /b IR JO A R TR () SR THD B T AE LE R B BN, o B IR I UL R -4.5- B R
(phosphati-dylinositol-4,5-bisphosphate, P1P2), fi fflifill #f i 2 [A1' R 2 HEF1 . SR, i G FL Ay AR I SR T <
W51 /D B R A A A B T OB R, AR T B PE 2 A (myelin basic protein, MBP). MBP 5 PIP2
SRR, G AR, MBP NSRRI B4 S AE i, TR SRS, I RVFHEREIE
MK, BERIOE K . SO R RS B n S (5], 4048 T3 30 AR 3G in o] 7 A8 2 R 05 B 100 1 (i
HE AN /D 5 fie T 20 M T2 BB 6] [71, RIE R M BRI Ao 91 Wis )y 25 >0 T 25 348 n 1 B R AL, T AL
S IR 5 P k2 AH DG R X IS R BE R AL, — el T RE AL A1) 2 S A I PR R T DA ) 350 4 DA S 41 1)
T3 ZEEMAAN D T AR AT R AR, BN ) 20 W S 4 i mT AR Sl G P v R A VR T R UK
TG IX {5 B R R 1 BB 1 SR 25

BE# & OPCs L fl, TP 1L OPCs 7L A % #a F SR I UL N IEAT 704k o BEFER B SS , TG
PR /N R AR AN R4 23 Bt %5 CD8* . CD4™ A1 B bk EL 4 A A S8 1 e FH 52 R 55 OPCs kil
FIFIRBEERE A, I KERARE T, itk OPCs &, iTH2[8]. AR TAWEIEHI OPCs
HhERIk, XU RV G I JE DR R IR (AR A B S PR A R A O, R S B BRI X I OPCs £
D7 5K ESERIE AL AE K B, il BTSRRI SRR AN T . RS, FEA DA
MESE, BCHLFBEM9]. HatCa R, FAKEN OPCs 204k i 448 B ——Notch i@ ¥, v
OPCs 45k, HA| 73 Ak A BERA T B, FLAE It S8 95 A P 1 W e el o Y80 ) 2 T IR ot 40 L A st ) 7Y
R -1 RSP, X ER VAT OPCs HrERITE Notch {5 5 (35 4+ PR, WNT g, HAEb e i 40
MR ST R B R E A IR . EAh, 4E FER 2 AR RXR-y B /b 5% R 41 R )
KB FIBEREAG[10]. 7E BRSSO RE b, Bl SR A AN W I 4% 2 T BE R T U — N SR e sk . BEE AR
WM, OPCs 3 R/ b R 4RIV RE 77 T %, M AR R B AIG

2.3. LR RAROEERIB AR THIRER

SRR SR A AT N AR R G0 BRI, AN TE BESS Y BT T SRR TG, B A — R AR
KT LA A IO g, R KE T EEOQRENEEMSERE T AT EA-1 [11]. HEE
FERF-3 [12] A BRIt AP 278 7 K R B A AR K IR -1 &

VAESR, /b SR A K P 28 T R SCRERIE AL R [l Se R AR T . e AR TR A MUATE Y AR
W R RE R I AR B R ORI I AR, R M Re AR R — U AE LR B . ORI E AL
PRI ERERERS B, TR A BN FE S AR 20%, HrP e e EE M RARRIE. MATH
BEMAW T R3], FEREN ATP R4EH: Na' /KW G, CABR A Sh1E s i B il i 2k . 4R
MARE T & BN E R R RE A PR, IR R, 4048 70 32 B o 40 i 7 A R s 1)
EIHEAM )R R B B 7 oK [14], XA — B DRI E J6 AT DU ROt AL I ABEAN B &, AR
R R ) LR KA DL R — B A A R i A A A 2, (LR ILIE BN TE PR & Rk A AR
FEINRE[15] o #5148 0 1 7L R 3= B IR T /0 9 e Jo7 200 B A0 S22 T2 152 S 4 M pA) 4 26 7 1) o FRA o S8 T L 467
WA FHE KR R T A0 A B TR A o AR SR O RES: RIFTIB Y R TR IR R4 - M e AR R AR IR
SR, BTN S5 #h & u i Bl R PR . AL R, /b 9 J 5 40 it ) 12 3 il B 5 b 2 A, DA
SCHRFAPZ T A 5 2R [16].

TR R A0 il S AR RS A M R R — AN BB R . /D S T N R A A R i e
# A 1 (Glucose Transportersl, GLUT1), iz #iiliid GLUTL #E A /98 i 5 40 5 1 2 40 il w26 1l i
Bipg, TESESRET, BRI I SR O IR fEAENEOLT, TIEEEREE N =R ERIGPA LA HF
M ICRE AR o SR BN )2 5% R I 4 i B A PE A S U 0L R [L7], ™ B AR A Sk 7= A2 ATP.

DOI: 10.12677/acm.2022.1291261 8740 I IR = =23t e


https://doi.org/10.12677/acm.2022.1291261

KTl %

TR ot 4 i 202 6 2 BT AR AR R 58 R 12 4K - URIR %2 14 (monocarboxylate transporters, MCTs),
SPL TR AR TR I 2 36 3/ 9 2 I 4 PRy S M SRR TR 6 12 1k MCT L AR s B R IR, S5 g ph & tidid MCT2 4
0, HARfEREE[18]. AR EAVEREY) s FR T, TR MCTs 5 1t 2540l 75040 1) 2 5% Je o 20
e MCT1 2 S TR MM AL e Rk EiFARSEI T, ZME R LSRR R, nIkET
VA R T4 MCTL {15838 . MCT's 0l 751410 1) LR 0 o 7 s S5 14y v A5 B00™ . 1) R 4014
[19]. BLAR, 022 TCTESN T SO SRR B4l 5 A 2 (0], 7278 B WoE A S REH Y n-F BE-d-R A&
1% (N-methyl-D-aspartic acid, NMDA)SZ 44, ik ififili & GLUTL 44 21 85 2 1 A/ 5k /b 98 Ji I 40 B A4, DA
BN B PR ECRIFLER . ARG AR . TR R IS AR I A AN 2 NMDA 2 [20]. B 7 i8IS 7L
FREZER, EFRVITUSHN 5 — Mg A 2 iEid 2eb i e . /D S 4N MLIE Ik 5 5 o A U RE, K I R
GEMA LR, XM B RIIE T A AR TR

3. LRERABEMERGKR

/U SR 240 ) e B B TR S BRI AL, 5IK — BRI TR 2 RGN BLE 2 KR (e
PEN TP RRATZ RGBLBESY) BT /R 26 BRRE (P M) . LR 4R I R B AL (R 2 AR 09 B . AR SR L
RABRVERI R T N 4H

% RAMEAE AL (multiple sclerosis, MS) & —F{f& 1 2 R PE HH AR FIEE R L BE R A2 [21]. 76 MS BRI
TR, BEESHEIE B0 T 40HRT SR AN RS Ve e A . AT RS A/ 2 9% T 4T 3 Y F R R M AR DL R
T IAMA RGEBIR, B JFUR M /D SR R AN 2545, 35038 BB 0 0 Al s BbAh, MS R EEREAR
P )G R R B T AR FAE NI 2 RGN 2 T, A AEAE R AN R FZRRLA D) BEFEAG . ATP kb,
I AR R M A R 05 . BERSHR1% )5, OPCs H R Ml 8 35 3 52451 X 35, 736 A T eI b S I 4 g,
DA ST BB R E AT E— DR A . TESTIG M AL h 22 I BE AT 2R b, R 3 ) e i 2> ot 40 e
T ZR AP ) = A A B /D SR T A A 6 B 2 SR 4 A A D SRR B 4 [22] . A4
JEWIH], BRER R E S IR R A A 22 1) OPCs S X% ALl . Bl 5 OPCs 231k i Y il /b 98 B i 4
Jf, FEREGREEAE b, 2T H R ] 22 4 B A /D 9% i TR 40 M [ F T FEAREE R U . B S 17 R
JeA7, OPCs AHX TRl 1T /b S i 4 A A LA sk /D, S B 2 I I TIUR & T — D U B, R
BERHAL DRI . 4 A5, Ko B A W R E i,  ERE AL . SR A4
BB AN A2 S i A i S5 A SR R AR AU T OPCs 5 ¥ 35 21, OPCs JLik B 45 H B Bk v B A,
SEUCHBEAH Y R RS [23]

B 7R IR BRI (Alzheimer’s disease, AD) A& B i IR 20, FEREFEICIZIE R 1B RS E M P
ARSI s . CIRHIE R KIN 2248, tHH p-IE M & 1 (B-amyloid, AR)TTRA. tau B 13 B i R
1. WA JREF4EgELE . JRBREATEE Juik > R BT . AD H /b S 5 41 A 1) Th RE A% 2 i D 3R 3R
BEEE . At ADNIEBRRE AR AS RELZE . SRMTESR R, AD 75 AB Fl tau 28 [ A8 4
SN 2 A ATl 28 3 T B A A A QR 2 R i O 4 M Dy e [24] , 20 T2 Jo 4 ik Py S5 25 PRI 3R 08 G MCT L
(1 552 T YR AE 5 50 AD 7 R IK R UiE 2R R R A W (A R v L DGR I [25] . S IR, 1 B BE A T 5
JE 2 LA LE 22 R 1) AB £F4E[26], AB T I #IER S0 AU SOBOR B0 B i 125k 75 5 /0 SRR i 40 i Ty
RERRRG, G REERIN . BERM AW REL BRI R Ae B R, RIS G . EEHARRE, T
NGk 7R AR AR R . #E AD /NN S, OPCs FUAERILE BB MIEAZESE . A
SRR, LRI AR, KW OPCs HIR A Bk ] fE & AD il IR % K M — A EH B E I ([27].
JULZE 45 0 & i AL JiE (amyotrophic lateral sclerosis, ALS)A&—Fl LA Bz 5 A1 6 Hhia S £ e kA7 1 T 2%
NFFER PR ZRAT Y . RS ME R . RO R A . WA SOE I B DL B R [ 2 5
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ALS Wy RE. Horb, HARA R E REREEY “HH%E” EHEE, Y EPELAEY (nFLER) A
DRI ST AR AR (38 %0, BT TE ALS 5 38 /N BRSO 9 31/ 58I 4 I LE 55 39 1)
AT APEASETS, R OPCs RILHIIGTHA ML HIHE I, M BB T ZE R R 4R, SR,
WOE R D R R AL AT, IS AASE T L S BE TR A I [28] o A I LA i 28 Al 20 Jl A
RILFAMIIFRCY), (5 MBP (23 U R4 E 1 BE IR K[28]. A, 76 ALS HEAHiA ALS
W5 SN R B MCTL Rk D, 3R RN MCT1 oS ) SR IR e 12 W] BEAE A 2R IR AT PEAR
(AL AR PR A4 AR F [29] o

4. &t 30 BREE REABRRY AT B T TR
4.1. BTE

BT D R AL A R G B ORBEVEAE R, TR — R E S > R 4L mOT AR T
—RINAY . XY RS WERE TR T, WS E R e OPCs ANt/ SR B ot 41 1 1Y) 754 8
T SR AR P A A O P o R AR O R I P B BB A 5 — BRI A IR A 2 T FELIT OPC
ETE , et I 1A /> T 5T A A 73 A [30] » U 15 2450 A vt - [31] L SR PG T [32]; 2% H3 32 45 5T 77I[33];
TR 24 K R A [34] £ T\ 25 19 5 MBP™ /b 5% i S 40 I S 2T 4 (B ER AN B0 5% o 35306 M1 M3 324K HS
PUls ARSI R A ZRIRTE: BUA -2 AR 7RI mT 3 e A S5 3% 0 20 5% o 240 L £ 70 AL AN B T
F[35], FAR N J=) 6 i B A ) F) PR RE A . R HT A 2 — A O E R RERH 25, (HiZ
Ik RAT K2 A I R RS A8 BN o A2 I PR AT AN PROT A A AL BEAN T2 Bl AR5 12k (14
BRI R R T BRSO R XL R AT SR BT R (et I B Y AR T 7. BT RS
BT (— MU RE Ly AR LA AL R AE 11 I PRI e S 1 AL IOME A, XLt H TR A
HEBN I PR A Je 1 B K8 7

4.2. RPAYTE

DRI T AN OPCs B At & — PR A& VA YT /> S 5 40 BAH SC B0 (1 77 v, J8 Ik 4 P s A v] LA
PRSI RER A o 7RV I UR B 5 5 I I RE A /N BR b, 2 R R T2 RO 85 A X im0 5% 21 s
AR, I HXMEEAE R IER R0 . SR 40 B R AR AE 1A N SE IN FR) AR i AN BRARL, AU 523/ B
A [36], HREmVE SR AN IRLER A TR . A JORE SRR AR ¢, R W E OPCs
Fe 4 K 1R fic & 42 OPCs 3E B AL HI 24540

4.3. YBITEREETM

FI 008 /b SR 2 Jo 240 ML P 0 B 7 95 O A A B AR SOBRR ST RTINS, L B A
[B71E I AL HE D R A LAFTE + 70 AN AP Bl 1k K SR BE L 07 Je 1B sh Dh RE IR 2 1% /b SR o 4
M A S T WIS E B0 [38] . BT AE, v g i MR /K A B 1 2 I OB T 8 i /b SRR i 4 i 58 2 1
R AR R R G B T R [39] . 2R [40]18UAE A — HXUIR[41] (B 45 & 1R H) iR Y7 AT DMK AR R AR G
ff] OPCs 7L HE /15243«

5. RESERE

DRI AR AR 28 AR U R A A0, A P ) e B R A HLT A T A R AR R 1Y
Sehts pRAh, AR g iR RE A SRR PRI L S M A D RE S BEME B OGN 3R . FRRIR
FEIB AR T (9 FLIRRAE D S BRI - 22 T 5% 8] ) e 8 2 RAIE A 20 TC RE B (RN A B ZH B 2 TTIX
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Fobia i (7 B T S R T BE RS, A& PRI A TR S 2 AR MR N R AR VI OG . RAE 2.
MR TR BRI T ST, B H RO LRI B AR 5 SR SR A NS RN P9 (2 BE T 1
RO P T At P T B R, R R AR SE ¥
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