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RGNS T, S B AN B AR VR A T 1 524K (macrophage colony-stimulating factor-1 receptor, CSF-1R) [f]
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The role of IL-34 in central nervous system diseases

WANG Shen', HUANG Man™*
(1 School of Medicine, Zhejiang University, Hangzhou 310058, China;
2 The Second Affiliated Hospital of Zhejiang University, Hangzhou 310052, China)

Abstract: Interleukin-34 (IL-34), a novel cytokine discovered in 2008, was identified as the second ligand of the
macrophage colony-stimulating factor-1 receptor (CSF-1R). IL-34 is a key regulator of monocyte-macrophage
lineage proliferation, differentiation and a series of life activities. Due to the specific expression of IL-34 in the
brain and its key role in the proliferation, development and maintenance of microglia, more and more studies have
focused on the role of IL-34 in central nervous system diseases. The role of IL-34 in neurodegenerative diseases,
demyelinating diseases, viral infections, and as a research tool for diseases of the central system has received
widespread attention. In this paper, we reviewed the biological characteristics of IL-34 and the important role of IL-34
in central nervous system diseases.
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interleukin-1p (IL-1). IL-6. IL-10 £&—EZHf 5T K
ol FAE 2002 FEAE ALY, Sz B
2 o 4 9% R T 1 (macrophage colony-stimulating
factor-1, CSF-1) ff)/NsAHLEE, /N CSF-1 5244 (CSF-1
receptor, CSF-1R) (1] #k = 5 i B W 40 ™ 5 93 > It
LS FEE R A, X R W] ER CSF-1 LA HoAth [X]
T &4 CSF-IR KAEAE M 5 55— Jr T, CSF-1 8kfE
7N BRFR) DR 06 /) 5 20 P AR A A 0 S0 240 o 2 e 0 AT
IEH M, X CSF-1 fH= ml Lt & 40 i HL

KvRAh, B REAEAE ) — FRECAR. TS AE 2008 44
5E 7 CSF-IR 1% — ANk, B 1L-34%, IL-34 /&
HAZEMEAM R, AR, B A AR A 4h
MOEIETE . Al YERRSE — R A A driE sl I B
Fi7e T IL-34 72 A R ARE S i R 08 S HEE /NI
FRAM IR, BRI 2 B T S8 4B T IL-34 #Erh
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WX 28 R GEF T A o TL-34 £ 0 22 3R AT P9
T RSO R BRI Dy T X A GE 5
FCLHARER B2 KiE. AL T IL-34
AR, DA TL-34 1 HX #0422 G
M EZEM .

1 IL-3489% 5% S

1.1 TL-34p945#

IL-34 fE N —Fhor b B SR AR B B, TR
S B AR ST N RN BRI IL-34 435 B
242 N1 235 NEIERRA R, N IL-34 AR 70 7
JR &N 39 kDa, AL T MURE I RCTAT 4 M8 ER O
DK 2 25 A MBHE AN 2 4 B BE I 1) XFERISE I
— J5 T AT LAGRIE IL-34 s e v, i — R
IL-34 F1 CSF-1 HASLZF 4, AR EATH A AL
TEPEXIR M, A, IL-34 5 CSF-1 KRR 454,
TER— i AR T, A5 CSF-1R A1 H
(FE AR
1.2 IL-34f9%3i%

IL-34 7E SRR G Rk, A AF/NR IO
WE Bl R ERER, DLRARIG. BOiR. BEE
il RUAIBR AR AE . EAEFDIRE N, IL-34 7
KPR S REPEREMRIE " ERN,
SR TL-34 F CSF-1 L2 [/ — 24K, (HRIEAEHS
B2 EARY, ERERESRE S, IL-34 3
BRI 2% X IR B AR FIA, 1 CSF-1 32 BEAE il %
X IR E X R L . B LN, 7R RE SR
1~V JZ R B0 a0 3 1L-34, 55 VI E ]
Rl E] CSF-1%, 5Kk EIWIAE, RAFE IL-34 3
BHML I, EER. Y (EEE CA3 X)),

SUIRMA P R ik . T TL-34 7E [ 5 (1) 38 A
IS, ELAERR AN i b R I 3 B ik R AR T
CSF-1 2l /i b 2 TR I R i e ik . B fel
Zouhh, IL-34 I AL T O = RGBS A=
IR MR, (ELR 75 R ik 45 DA DX 3 51k 4 i 1)
R B REAE T B A I AT . AN IR IR 2 4
J A I 2 TL-34 fIFRIL, B FEHIE AL T N
DR JZ FA P /N i R 4 B 0 s B 7R BRDIR 2
T, RSMIEYERI, 54 M SO G I LR T
DL IL-34 (3R 1A, Q1 DNA fif5 7). 162 Bk
R F. MM 7 9 R R A % 43 7 158 50
(pathogen-associated molecular patterns, PAMPs). [k
TIRER B FI4E A3 D DAAh, 2 HOR S B
7% NF-kB {5 S0 % F1 INK {5 Sl ik 4. Mm%
D 1] DLid i 4k A2 2 D 52 44 1Y 0 28 BE 4H i R
IL-34 (36 1, Pk, IL-34 Af LS5 @ & 5t
PR RORE G, AR . A R G
SERE S A B Y
1.3 IL-34f9H 521K

T8 41 A A B 9 2E 1 T e 0 3% X B CSE-1R
f& IL-34 EE I IRERZAR P, CSFIP? N 5 RiE
IL-34 5% 56 R /) BUBC o0 608, 5 AR th B ik
5 (4, UEBA IL-34 T LAE CSF-1R I MMz ix s/
BUBRD I CSF-1. KZHE WA, A, &6
P HT PR R0 50 40 B 28 40 g & % 78 CSF-1RMY,  Hofth—
e R 3 i 40 it F ik CSF-1R, fndtsem .
RUGFRA . B NE B R AE R4 Y b R 2
H@% [14]Q

Nandi %5 " 7E8fF 7000 3 IL-34 FIA B R
IL-34 /£ CSF-1R KR IA X AR KL, $EoR IL-34

—

IL-34 B A IR 0 ST AT AR A% 0, L2 MR AR IR BIRZ Do 5K b, 250 P HEE UG,  TL-34 IR e A2 M s —

TEESE: C35-C180F1C177-C191.
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55834
A4 & HA Z AR A5 5. A IL-34 SE A
IMTRIL, IL-34 W] LU PTP-L 454 . PTP-( & —Fh
B IhRE S AR, EEAE A2 0 A A RN 28 I 5 40
it b3RIA IL-34 fEA SR 1 5 PTP-C A X I4h &,
W PTP-C, IL-34 W] LA N 15 5 am i, 1)
T TR 2 A S is Bl . BE BT R, R
Bl R4 — A Syndecan-1 7] LAY IL-34i% &
ff) CSE-1RME, If H IL-34fE% L Syndecan-1 {& i
PENLER S SR . (R, Syndecan-1 7]
RE I8 Tk 43 ) TL-34 (1) A2 9 R F RE T RRCR IL-34 A2 4))
22 R ) U
1.4 IL-347EfAAY EZEThEE

JLEF TL-34 FI1 CSF-1 #B & CSF-1R fIThRERC A,
{ELE A TL-34 F1 CSF-1 (R IEMAFRAE, L
BT 9T HE B IL-34 5 CSF-1 [IThRS R AR T4 1,
TE &M PR ZE T, 1L-34 385 CSF-1R {5 5

— YIS

HEEE)SVY

’ REE B ISIV-IEld

{4

HRFE T ZFER (K 2).
1.4.1  HEFEYERE(E A

IL-34 B8 R4 PINIE . 4EFFSE— R A miG
BT e N BRGNS RS
A e i, EgERFHSRE P REREEER.
F 72 2 B 1L-34 X /N R 40 i i) R 8 A+ &
B2, [L-34 7] LG54 CSE-1R F1175 S0 /I e o 41 i
14 58 FIAE 35 BT 55 19 ERK1/2 Al AKT 15 5 3@ i 19,
[Eif, IL-34 /F5 CSF-1R fZH 2R s PR B AA, 24
FFERCE KGN A DI RERT L B, MES5 T
HOOERE AL, I HAE R BB R e 1
Rfph BRI AT 2%, (HIER R FE A, X PRI
YERFAE R ) 2 s e (R 3k g, X N B AE S
ZER It
1.4.2 41 AEH

IL-34 0] DAi5 5 b 25 /N i 5T 48 B 29 4 B M2

-
: B
-
53

)

MR AR ARETERE ARREEE

IL-347] ty 22 FR| ) 75 S R IL IF 5 CSF-1IRE &,

BETIHOE 1R IIRERIE SR, RAE 2 M RE .

&2 IL-34IE =&
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RN R A0, R 1 58 1) G fig g Y. IL-34
X E AH B 2R B o A B R A E R L
filtn, 245 CSF-1 g5, IL-34 A2 CSF-1
AI DL 5 BRAZ A0 R A /N R A (RS S
R FRANMD ), FCAT /Ry —Fh i AL R e At 7t T A P2
143 4AfFEITF

IL-34 7 I f5G B¢ Fie e A A mF, - mT DLd I B R
R R YRR M B AR T, T R IEME
R s B e R L h IL-34 AT LAE SN IR
JRYNM R AR, SRR ELE S, B
Fi B {E Syndecan-1 #p[FIfE A T, IL-34 v DLE 2%
$EI0 1) M2 BB A B /N i R A B 3 R 2
1.4.4 4R TRIE

IL-34 750 1 98 E 1o F2 Hh 1 5 R 1 A B 1 fe
P SN e EEAER . AR T AL A S A BT 2
BANE, —J5, IL-34 0] LA 5 2 FP AR 45 40
PR R SER M "™ s 55— 7T, IL-34 8
AT DME R e i H 4H i R 7, A BT 2O T IR A4
R 2 B, M ou B, 1L-34 % S/ R Al
MR A E TR 7, KIEMH AR ThRE.

R 2 IEYE LA T IL-34 7E XA
RELPIREZMF T EBEER. £85I,
IL-34 AT DAAR 4% 40 Sk s i N O A B8 e s, DA
5 IL-34 FHORHIZAR Z MR &R, 1 CSF-1R. PTP-(
A1 Syndecan-1, KIEAFR K D)fe. 1L-34 )R IE 1L
LB LN S BE R 1) e E AR A R, (AR
fin i ol T2 BoR A w2, K, IL-34 78
PR RIER RE . B4, I B & E R
TIEE. X HBEE T SR AR 1 IL-34 1) 32 ER
HAEHER.

2 IL-347EFHRHE RS HRm T HER

2.1 MERITHER
2.1.1 B[R IR ER

K] /R 7 BRI (Alzheimer’s disease, AD) J&—Fft
18 PP 2R IRAT G, e A b i i L) R T 5,
i 60%~70% )i, H A4 it A A RS 5 000 5
N2 B FE s B,

IL-34 7£ AD H i /E B W RIIR AN AT T
BRI E. WEHFE B K (amyloid beta peptide, AB)
se AD G EUR 7> 1, HA A EIESER AB (0AP)
e R g aEE P, FLZE 2011 4F, Mizuno
2 PR IR RAR MR 22 G - /NI BR AT IR 1 5 0k & o,
IL-34 7] LIS /NI 5T 40 B 8 58 I8 55 o AP H& TEME,

A I IR T A RO S 5 E R S Gt IE B TL-34
A LA AD/APP/PST /) BRIBEAR 2% ST [ hi . ik —2b
TR I, TL-34 3 B 15 5 /08 i Jod 40 it 7 2F 4%
A K K- B (transforming growth factor-B1, TGF-B1),
MG R AR e P S FE4EER D AN
e— P RERIYEIT AD W TE, WERCRBLE S S
ARG AT A IL-34 Rk, 3 i AD e,
XA EREWH TS b N HFREW, A
JE I Y 1 S R 41/ D 41 Bl (bone marrow-
derived monocyte/macrophages, BMMO) 7£ fixi AB [ 4E
HE B C s . @ xt IL-34 F1 CSF-1 43 71l
B BMMO & B, FH TL-34 kb P {1 50 4% 20 fu LL 20 0
F] CSF-1 8% CSF-1 5 IL-34 B4 4 B 1) 50 A% 40 i 15
SHE DR R E R Y. thE IR, 1134
SBEAT FAZ AL A o B AR, BRI B 40
T AR HIRE S BV 5 BB B TL-34 754K Py R4k 40 i
5 W A M ) DD R AR AE — o 2 R, BRI XS T
IL-34 5 AR Z [A] )90 A1) 75 2t — B I B AR 7L

PR JE AR AR AT PR [ L B M i,
ZRAEMFFIEEIE e R Z RABOE, DL
A5 /N 5 4 A AR Wk 2 2R R D 1 /0 52 I 40 P 5 B 1Y
s B, R NbR AR R T R, RS IS
1 TL-34 1 5 WG 15 B AN S /0N 6 I 40 e = A e 28
BEH£R, HET IL-34 fl CSF-1 #B7E KiNh £k,
IL-34 KBy /b H Lo il A CSF-1R {5 5 24, M
M5 KA RAE 5 I H, TL-34 5] I M2 4 /)
2 I 0 )V P 3 e T R o o R A 2 PR e 1
ST (40 PULL A C/EBP-a) ()3 BE VG 4k, AT 38
SRAE 2 R BRI, A SR T B AR 22 58
i o @E— B FTUER, ] CSF-1R ] ff 2 /MK
R E A RS R A, IITH R T IL-34
TERF 2 B B R R AEFH . Walker 25 B9 % Hi4F
FZRAT VORI TS 2R, TL-34 J2 /N5 5 4 o 184
BB IR AN F7. (EULIERE B R B, IL-34 0] DU{E
ER A ARAT VR A /NI S A L ) 3G B, A
TL-34 A $0 1) /) F52 I3 208 6 ) 398 e, 3 o 400 ) 0 2 o
2878 H /N R T 4 I A DL R 48 1 40 B R - R A
7= A B (R, 551 BRI A G2 I
FIRZ O ER, KW CSF-1R/CSF-1/1L-34 %A &
S E N R DA RE S B

25 L RTIR, TL-34 383k 115 /0N o 44 1 384 B
. gERER SRR, 25 AD (R B RE .
— 7 TH, IL-34 5 /N B 40 B A 5, 53 XS VE A
FEB KA FRmR, [FIHE PP 28 IR F R, 4
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Frh X # 48 R 48 CSF-IR {5 5 852 . {H[F I IL-34
S5/ I8 B I 4 T 0 45 P IV A DL BB T 9
K7, g8t AD kg, % —J7 i,
IL-34 (EF, J6 10T el 48 20, (HA Sk
oM ERENERE S, B, £ IL-34 ) “ X0
T80 VB, WA R R AT D, H
1322 1 B /N R 5 A RLAE AN [ 4F 88 B BORIAR [R) A4
AR
2.1.2  FEWHE

= £ 19 (Huntington's disease, HD) & — Fft it
FE AP 2B AT PR, IT-15 JE RS —4h B 7 b
) CAG ERY W5k, ZERY A B NT
& i 2 [ (Huntingtin, HTT) H 5 % (1) 2 4 2 Wk i
(polyQ) £ #4438 7. L, mHTT 4 28 A g /K fif 1)
B I F 2472 exon-1 (mHTTx1) /7 B, mHTTx1 (¥
IR AR 2 FE S RN R EL . SR EER
RIE UL R A8 M, Xt R T e AR R A
BRI P, W4T kB il (IKK)/NF-kB 38 1% 1 7%
Wi G RBP4 TG - /NSRG40 2 R 4G S RS
i 723 ] IKK/NF-kB 1) 5 % 0% 1 5 mHTT [ 4
2 # A < P mHTTxI ¥ 5% 4 77 LU & 1 2 0
IL-34 () % ik, 4] IKKB 43 B 1k mHTTx1 % 4£,
M PR 1B 2 BB BE #h 42 6 P B mHTTx1 3K 30 1)
IL-34 [k E—2BWHF0 I, SE N IL-34 53k
eI TT 6 2 A 388 4 /N JR T 40 M DA R4 ok 8 AR 4 AR
o 2R, SF mHTT M4 o5& m 1IL-34 124
Thim Al S ECNR R AN PR B RS, 7R A R A
DRl F AR AU IR 7, AT 36 3k 20 P 1 = A F K
M eAREAAET: B f SR E) IL-34 SR/
2 I 200 B T A P ¥ A T R o o A 20 LR 1
S (1 PU.1 M C/EBP-0) 193 FEE AL, /MR R
41 PU.1 (0% 5 mHTTx1 A SR & 5
&, FFT HD AR4IM 3 e AR T R Y
DRI, B A TL-34 192 04 Bl S 1T 0 XoF /) B I 41 B i
PRI R4 FH AT B 2 HD (AT ATI6 T SR .
2.1.3 SR

VEREE = KH WA ZER AT YRR, HE/Rm
(Parkinson's disease, PD) i Ilfi R 45 1iF £ 45 & S P 2
B, 12 8IR 5% R ASER DL K B ARE sh MRE R (a0
WIS A M2 Thgfang ) & ™, PD k@it
R LT — R AL, RATER T LW
P& —— % 5y /IMA (Lewy body, LB) Fl 7 i 48 %
(Lewy neurites, LN), 1fii LB 1 LN [ FE i) a- 5
il 1% 25 11 (a-Syn) M /& PD How (1 st ™,

A 2 AR Pk R, /N B J5 40 i B a-Syn U
DA A4 28 T A5 00 A1 S B A BRI Rl AR
NNERANAR)EEh, BT LASE PD A1 AD g2 5] .
PET 4% 2.7~ 531 PD &3 1 ik + X I8 AF 7E R IE,
IR i B 0 R 1) B S R o B SRR R A B
/INJ2 T 240 3855 8 A Y A7 AR 1 . FIRE, S
1T /I B2 T 4 TR 5 3 R 0 A RE N, AT AE SR I
MI 28 753 1 R AL (1Y) [F] Byt 2R B H M2 i LR 3 1
R WAE ) M1 TN 7 57 40 B 5 A A 0 17 B 1
TR A I RE 7T, IR BOR R & R,
IL-1B-IL-12, TNF-o 15 5 4 — S AL % & B (inducible
nitric oxide synthase, iNOS), 11X %&[X £ 5] 2 1 /M i
AR MLIEOE I H 5 PD ) 2 A T 2R A K
FHB, M2 BN 5T 40 i 43 A P R 4B i R 1, 4G
IL-4, IL-13, IL-10, TGF-p Flp £ 8 3 M 5 &
FEAERK BT 1 (IGF-1) REEME R AE, IRARBE.
WHFEH], fE PD BiAYsEiGh, ] CSF-1 2% IL-34
YEF T %% LPS Jl WK BV2 /N FTAAAE, 2 o #1
I TNF-a.. NO [RIE PSS 58 NF-«B (9361, &
TR FIME VB U E TN 19 44 6 B Mk R
E S BB F B, R RN o T i Y 3 1
Jn, B B AR ep O B Rt TL-34 0 (ERF 5T
KL TL-34 FE PR R 70 2 A A Y 300 fi5 A2, TL-34
FENN N EE CSE-1R RAEHE R IIEH . B, %
T PD S5/NRFAINE. TL-34 5 /0N 5T 40 ) 25 1) 5
R, HIRAKUIRRZESAN, ERIERE S aENa
T LA i UL A8 N B0 N AR R A BRVF 2 i 3 TL-34 5
< AR S AR “HHRL”
2.1.4  HARRATVES /A

T W VB TR 5 3 1) % i A 22 R AT A A A Y
H, B RLE T IL-34 AMERT DLBGE SEEG S Y A
HIDjRE, LW LASGE AR, SRt CSF-1 1)
PR ER . XM 3 EE i 0E cAMP I B
Ju4h A8 H (cAMP response element binding protein,
CREB) {5 5%, 44702 o h CREB fmziL .
ALY TRIEEERIR A% 5% (hereditary diffuse leukoen-
cephalopathy with spheroids, HDLS) J&—Ffi i 4L i A
B AE 2R AT M Y, AR AL H RS
8N R, CSFE-TR % G2 R 1 i 45 ) 3 1 ¢
A¢ 5% HDLS B IR, /N 5t 40 i T e F i /. HDLS
KRR EEEM P 2020 £, WFREW, &
SN i 2H AR AR R A V6T HDLS ) F 27534,
3t H CSF-1R {55 % 5:-7F HDLS Hh & BLH A 21 &,
{EL TL-34 1 Dy AH G A 175 B3 — 5 1) S 00 E 48 A i
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PRAESE A B HAE
2.2 BREESHETR

FESRINE B 5 R B BE R . 2 R IR E
(multiple sclerosis, MS) Al 81 7] 175 5 1 M 58 85 1)
AL, AT ER B CD11 40 g e ik 4 i B,
DAAEBIF 2 W, A LR /2 IGFL B 2R IE, 1
IGF1 FySRE S EBERI A 3241, i 45 T IL-34/CSF-1
RIL, £ CCL2 5518155 T CDllc” /MK i 48
MR 438, JIF HAT 235 0% EAE R, (HAE,
RUE IL-34 1697 BR8N /)77, FOR EATE CSF-1
JUF—80 ™. Ak, fERLBEE R T, IL-34 {2t
NG, I AEBT R TR E B (interferon
B, IENP), HEAN T /NI o 48 i 1) 7 g 7% 1 = TFNP 75
T/INB G40 B S AL A RE SRR B I RIS BR A, A
T {2 33 A A 2R AR

WEHE R B, 4842 %K D XF MS K g R H R
TEF B, 2 28 S0 RN I 5 41 i R Tk 4k £ 3R D 32 4k
(vitamin D receptor, VDR), Jf H 7] DA EH #ACHI&1k
= FF ([1,25(0H)D3])( 4t 4= K D i = A5 3 8 5,
fe BAEYETERER ), AT T E IR T
s EKETFRIRE. /£ MS BRISLGF, b
HA =R T, IL-34 27 BRI n, 9
-GN R AN TR AR B R SEa6 ik =
A IL-34 B9 AR 5GP R AE B A0 = 8 I 52 v N A 3,
XAl Re S E =R R A PR AE L
ANHEER R A K. 2020 FH)— WM, HH=
W W] DA 3 NP 22 BRI R 40 i 2R 70 6 TL-34, JF
£ IL-34 3 37 % 52— AMEGE 19 VDRE fi7 21 5,
SCRE T 4E4 3 Dl LLUIE Y IL-34 R .
2.3 TRERSE
2.3.1  HIVAHR B2 AN A

NG T (HIV) BRYEAMR L AR
[FIFEBE N RIBERS ,  GERR A HIV A G Rh2 D b
5 (HIV associated neurocognitive disorders, HAND),
TR /N 2 T3 0 AR ] H R e 8 2R G 3R T )
e HOR e iR B AR BT HIV & LRS, CSF-1
P53 /NS 4E i 1a) M2 B AL . FE SR A S S B
B (SIV) YL BRI A f (HIV AH 0 22 25 95 AL 1
AN 2 AR R sh WA AL ) A7 4E CSF-1 f1 IL-34 i 3
(/0N J J5 4 L M2 B AR AR, AELR: S #E AR A 1 Xk
AN P, B R Szse kB, 3@t CSF-1R/IL-34 i,
FH TL-34 BEAT 44 1 )30 PT 38 5i /)8 JI 5T 240 i b HIV-1
(A G, 16N TL-10" A4 = A4 . DRI,
IL-34 W] i3l 1 fie 2k /N B o 40 e M2 REAR AR fR 377

SRR AN e TR T, AT E HIV A%
i B 2018 4ERF 7R M, 7640 E i 4%
YR, i IL-34 i 304k i) E VR 4R b CSF-1 %5
S AT BRI 6 T HIV-1 30 o, R
Wi 2234 1) CD4 F1 CCRS (7K FAHAL, {H TL-34 %
o34 1 R 24 L A O PR s R - R R ) SRk K
WY v, X IL-34 5 5 (1 E W 4 iR T A1 50
I FLAT DAAE A HIV 9 5% 44 1 J5 8 1 Mathews
28 0 Pt 7 AT DAP= AR N /DN 5 5 40 0 5475 975 2 JK
/N AR, SZIRIER, IL-34 2 S 80U RO
NN A B A, XA R T HIV-1 8, /T
G RORE AR FEVE ROBL,  FF TR BRI A T 8
KA 38 e . HIV-1 J3 4% i 5 40 it / /0N s o 401 i
—HE M LIERR R RS, Bk, RN TR IL-
34/CSF-1 71 HIV-1 B4y At T~ B NE 4 A / /N o 4
MU R E R, A Bh T A8 B PU 4 oi 2897 1
232 i

998 #5595 A — -5 /N J2 I 4 B 38 A % P
BEPEST, /NI TR 4B B35 A R 4 B TR 1 PR R TR
FEG B . — 7T, s 8 75 /NI T 41 i
W AR YR B, /NI 4 B RT BEAE A £ R
GNFERENOR S s H—hT, NRBRAN K
G () G P A M, AT DL G RN A O B
B O, BRI, NBR AN gD 2 5 e B
TEMR IR B3 1, 4 40 e 28I G /N BRI 7
¥ oo B R S B IL-34 Fk (IL347) MRS, X
/I BRI e o 4T B B i ek /b, PrPSce PRI R, T
ST B YL HE R i Y, Xt gh L], TL-34
AT DATE e 2 I8 e v i A AR I AR P (R AN &
FEH.
24 RNIIEREXHEET

IfTLfi%i 57 % (blood brain barrier, BBB) & H1 T4 Ifl.
B R AN 2 AR T T O A S AL P 5 A
L 5 B sk R 1) L3R i 7y« 20 4R B R SR A0 2R I
T 1T s 28 4 3k N i o O 4 R PR R 2 R SR R
A 0 i (tight junction, TT) 78 1L 57 F& T fig
HoORIES EEAER, (LR R e 2 R R A R
W, R AT, W IL-1B, « TNF-o &8 (FR 2
N TI ERAL, A AN G A A 1 X IE R,
F#R & 95E . WHFLRI, AR E R B ILE N
R A 2R3k TL-34 524k CSF-1R, IL-34 it CSF-1R
5585 Fif TJ (10 Claudin-5 F1 Occludin) )£ 1A
K, TR AR 4 1 41 i I ¥ 355 5 1) BBB A
RO, g FRF AR, WA TR
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IL-34 W] DL /N i 5 20 i AT BBB P9 Bz 40 g 1 &2
WRHh KRG ML, [ IL-34 % BBB IR 1E ]
NIBTT MSAD SR 2 IRAT IR B R A 1 BT Ik -
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