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A potential target for obesity prevention and treatment: midbrain

astrocyte-derived neurotrophic factor
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Abstract: In addition to its neuroprotective effects, mesencephalic astrocyte-derived neurotrophic factor (MANF) is
recognized as an endoplasmic reticulum stress-inducing protein. Its key structural domain enables it to inhibit
endoplasmic reticulum stress (ERS) and alleviate ERS-induced apoptosis. Chronic ERS is not only a critical
pathological change induced by obesity, but can also further exacerbate energy imbalance, disrupt glucose and lipid
metabolism, and promote inflammatory responses, thereby advancing the progression of obesity and its related
chronic diseases. Growing evidence indicates that the expression of MANF is regulated by nutritional status, and
MANEF plays a vital role in maintaining energy homeostasis, regulating glucose and lipid metabolism, and reducing
inflammatory responses. Thus, it presents a potential target for the management of obesity and obesity associated
chronic metabolic diseases. This article discusses the expression and secretion, as well as the structure and function
of MANF. Additionally, we summarize the role of MANF in obesity concerning energy homeostasis, glucose and
lipid metabolism, and inflammatory responses.
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Bl # B w0l FE R AN A AR A 35 7 AT, 4
BRINCBE A A AR RF SR T, By — T0UEE R ek
i U, AR O KT 20 72 NBESERE, 40
BT 30% . RELH — LI mRAM 2 —
() L2k E I, R et A bk NI N
wZME K. W E 2030 4, FIE p A E AR
JPl 2R AT I 65.3% . AL J A B SR PR O IR 9 0
AEIRG P AR I 1 FHE 03 5518 A R P2 05 110 A 22 A
FET R RMREE BT BT ARAE TN, #2030 EHE
F T MR JrE B AH 1200 R 2 T AR #4354 180 12
TENR M, 29054 R ETT A 22% Y. AT
TR Ak B I RN 28 05 5 R 4 R R T fR A R Gy
kT ECRESAE, PRS- 07 6 M ) AT R A s —
B LKA T3 AT o A8 1% P 5T I R (endoplasmic
reticulum stress, ERS) B 42 AE JE 51 & 1) B 295 B 04
A, SCAEHES) L PP i3 Jr AR 32k B JRE AR OG890 11 R AR
R R IR RBERIAE o A8t 9 5T I S AR
SRR R RARAS . PUELREARACH . (R SR I,
I o0 RS e R EG A M 1 R . MANF & —
Tt PN 5T D SO R B, RO A D R JORT ) o
PN P SIS S BRI T, BT L e R A B X R OGS AL
A3 A ®e MANF 7 6t 57 320 6 10 R X 35 LA
AR LA BR RN 43 WA HE R P 2H 23 v iy FE R IR I 52
BRI U, ok IEER Y, MANF
AT RE VR TT MR AR GG T ERE Al A STR
MEE B AR WM ACH . 20E S B 77 TH S MANF
TENE R 1 FHEAT L4

MANF J& 245 7K T (neurotrophic factors, NTFs)
GG RH A . 5 HoAh ©L 01 NTFs #H ., MANF
AVFZAFIFAE « (1) AR T 28 NTFs (U7 T/
HESI R, AETCAHESH P AR R I MANF )25 19
(2) 52 M NTFs BB 75 FJEME " 3) AR
T2 WL NTF M52 14 1) 51— 1E A B0 U, MANF
BRAE Dy 70 WA 1 B 3 38 5 — o R S 7 5 52 R R 4 M
AMEFR AT, IR —E 4 MANF B 81 F 9 J5 X &
FEML PR Y. X SRR AE 3R B MANF 1] g 2L & A
A T4t NTFs (U Di6g. 5Lk, MANF MY 5%
B NTFs FHBL,  FERREA TTIIAFNG . AR KA R &
PR TR D0, R B ] A T Y ORI R AR
PN NS S R T I AR A BY. kAh, MANF
A AR RS P EATREARARSE U2 R
iE S N P, R R 22 R AIE B R B, MANF 7£ fIE B
S AR FAG YA B 1 R AR e h 1y T B
HUpRE

1 MANFHYFRIAF 533

MANTF #& 2003 4 H Petrova % &5 X £ K 2
IR o3 4 g 77 e vh oy B i 48 . B & R G040,
MANF fENUAR AL A8 B2 Rk, HAE
A BB AT o A R ) 2% B b R s 1
MANF J&—Ff Py Ji B 0055 5 28 1« AEIE RO T
MANF K5 558 T PRI, /N 4353 i 2 40 M A1 5
0 A R SR, MANTF R 35 0 73 3k 45) 4 25
BT B AW P N MANF R IA
AW LI BEAT T B . MANF )8 3l X 3k A
H N AN s N TG T (ERS element 1, ERSE-T) Al
ERSE-TI "**7, X {8 MANF Wi B A J5R X 7 3, 6 5
L RIEE M. N B RO 3 MANF 43 W (1 AL 3
WIR : IEHTESL T, MANF C i) RTDL /54155 KDEL
244 (KDEL receptor, KDELR) 254, f#K#7 MANF
i A LE A R X . [ B MANF 38 /] BLS P9 5 9943
TR AT HE R 1T 82 1 78 (glucose regulated protein,
GRP78) i iz 45 {4 4t P AH FL A FH OR B 75 A R R
RAEWN RN, &4 KDEL 741 (5141 GRP78)
A1 RTDL ( 7141 MANF) J7 51 (8 (K FHgm,  JLE
#¢ 4+ KDELR, |fi 5 RTDL #H tt, KDEL %} KDELR
BAWEERSEM T, N4 RTDL 741§ MANF
1 KDELR Z5408/b, 4yssn 270,

B4 YR S 30h, MANF R IE R0 it 52 H
BEFRRUMFETN. BEREBNLE, ARHAH
MANF 3R 18 5278 F2 RO ) 5 M - A — 2. B AN
REFEANBEWE SR, R ER ' 15 d BT
MANF W& & 835 bt st &, itk
A IR A RS /N BRE R MANF (1) 7K1 W 5 4
B 1R g R R RE RN (1 6k 2D 2 B 1 ER
MANF {1 &. F 6 MANF (IR IEZ R mEA
(52 M1 L S5 0GR AR 2R AL . Yang 25 B2 30 /) R 2%
48 hJ5, KM MANF §) %0k 8352 m . 1
B 4 h 5, NI MANF BKFA MG Al
R ILFIE MANF [1F)3R5 FEASZ 25 520 . SR T
Wu 2 PRI, A5 24 hoRA T FFIF MANF %34
T, FEEEACEEER . iR R —
Fr Ji R AT g S b oA S 4 ) AR I N R AR S
[Flo & F IR XT 25 20 2140 g MANF 3R 11K 35 A
TR A E IR AL

2 MANF &#51h8E
MANTF P A~ &5 8 380 8 e, 0 ) 9 N i 11
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Saposin-like £ #4J35f1 C Ui ] SAP (SAFA/B. Acinus
HIPIAS) Z5tbyieh . X A5 R ABAR GBS, )
—BURBKARIE, S MANF (300 AE Y 1).

MANF ] N 3 45 ¥ 380 5 45 flg os s A pE A
(saposin-like protein, SAPLIP) [7] Jii. SAPLIP /& —
e SRR BRI B 5T, AT 55 R 5T M 4 AR
YEF , B FUIE B % 4504 /& MANF 5 4H i 2 170 1 6 1
g e 1,

MANF ] C 3t SAP Z5 K38 7] &5 GRP78 FIA%H
Mg B Ok B S, A R R A T B R
(adenosine dipnosphate, ADP) H GRP78 Bl LA K =
1% B2 7 (adenosine triphosphate, ATP) 5 GRP78 45
&, HEMARE GRP78 5 & H A R #F P9 5  Hi
(protein kinase R-like endoplasmic reticulum kinase,
PERK). LA 75 K& 1 (inositol requiring enzyme 1,
IRE1). &b F 6 (activating transcription factor
6, ATF6) J& i [ 52 & 4, o5 9 5T I 1 3 1™ s
MANF ] C % 45 ¥4 38348 55 Ku70 5 [ 1) SAP 454
SR IFIYR Ku70 COHIE S (I T 3 F Bax (417
Ku70 {1t R iE v #H] Bax ST s k2,
Ku70 ()~ I M2 3k Bax % S 04 i 2 B 5
Ku70 2K, MANF REf5 R 97 4H /2 % % Bax # A 1E:
MR T B IX R MANF #0115 R 5 1
AHME T b4k, C i SAP AEE5 M IS i
T MANF 5 NF-«B W3 p65 (AHE AR, 0l 7
J5E X S ORN 980 26 A4 NF-xB {5 5 38 4 38 B

MANF £, A~ CXXC 55, — M T N K i,
AL F C A P, MANF {2 23k 40 i 24 77 1 fig
THRKIR T ZHT, B CXXC A E A KA
iE R B I 2 B Y, H MANF JF A B AL
TR B EAERERRZ, CXXCHFH T &
H 5L i 57 1) B (protein disulfide isomerase, PDI).
KA A S REBRE, PDI A BN, A A 5 R A
196 == DDl e It k=0 95 O [ i 4 = DD = 4
5 . MANF "] g BA Pr B A i dhr & ad i b — i
SETERIAE FY, R T AE Y 5T 190 R38N R 2 £ 47 4
PEH B

& MANF B R 435 4 43 JHC B A 4 P Joit 1Y

saposin-like domain(SAPLIP)

N

(@) || (@)

EI, IR PR 5T SIS S PR IR T R ORE s S PR A
. tb4h, MANF 0] LLLLSSE R ) 454 IREL, 0]
IRE1 SERMUABERR AL, FEK IREL FIZBEZIR N VI
s e, RS X &45GHEE 1 (X-box binding
protein 1, XBP1) ) mRNA B Y1y /b, #0457 i
N IRE1-XBP1 g ©,

3 MANF7EREREFHI1ER

PR PR 7 38T 51 g 7 AL 4 SRS L 4 i
i 2R G A 75 5 FER 5 B A PR 0 T A 5 2R AR
TN S S B, INRIAE R, FEOE 3R AE fkAH 512 5 1)
KA R JE O MANF 1 Ry P J5t ) 7 38 3 22 1) 44
MR R G, R EAA SRR K AR A8 14
F, KRR 22 (R 72 [ BA G IX — [ AT T 4R o

H AT, JLRHEFT HBATE RE B X 16 25 MANF 7K
ST R ) B L O R TR — B 45 R Galli 2 B
R T IR R AR R R ) MANF L3 K,
IR R B = 28 NBEAE IR MANF 7K P A7 15 2 57
Wei 28 B FE e NBERRIL, S5IEERER TR
MILL, FEEE /R R I MANF /K7 B 5 B,
I HI7E MANF & 85 BMIL. BT 0%, B
FILPUIE A HOMA-IR 2 fiAHoc. 5 a1 IinT 7t 45
BIR—5, Wu U RF R, 7R ERE R A
B, MR T IESAEANE, BE/ERAFES
= E PR MANF 7K-F, 1 B A3 MANF 7K~F-F
BMI 2 IEM 5. PL BB, FRAERES, 5.
ARSI (ABE FRIp ) 7T REHS 2 X E3A MANF (1)
K3 R

S B FEXHE PR MANF 7KF [0 52 M 475 4 B
ok B 22 PR AIE 95 2 B MANF 75 JE PE A2 JCkH 5618
U R I B MEA . — TR AN T
MR TRRIL, £—%4 22 SHIER L EE+,
MANF [F)5 548 f& BERE . 2 B0 R s A1 H: Al S 3 1)
EIEEUR N & M 7R BT ORI & T IR RS
B, o 2 AT 0 %% 3 8 20 MANF 25 A B BG4k & .
388 1 7 R A S AR T AR
5 5 MANF i B 30 g 107 2 23 7= 4, e v g
TR T 10 B I 2EL 3 9% R AR I P AR S ) A
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JE 5 17 B T 4 2K R P MANF il 53 9 A 512 ik
BL& " N BN MANF R U (R4 2
DA N B2 DL EIEYERIA T MANF 78 ARk
g EEE, 5 EERE, AFEHL MANF
AREXT AR R A2 AN — 5. T SO M RER AR
A FERRART 5 JORE N = KR B2 AR ) S AL )
78 MANF 7R B A
3.1 MANF5gERERSERE
3.1.1 MANF5gEERA

T R AT R AR S A I R
Wi, FIER. REBER. BEENEREAL
BRESER RN T A EER. SRR
PU, PR IR o7 S e 22 [ B ) S IR 1 e A SR AR I
REERASHAERIA R, SIKBUNEREHE ST
FIRALVERERE 4, MANF 76N R ERRaMI. 2
P, RE PN SR R BN X B 5 P, SR
P #2485 7% [A T (brain-derived neurotrophic factor,
BDNF) Al i Jii 4 i U5 P #2478 9% I8 1 (glial cell
line-derived neurotrophic factor, CNTF) ]I #l] £ £ 1)
VERR[E W, R Fe il MANF #%30E 52 5 A5 18 hn 4%
B AR N B Yang %5 PR EL, S5EFAR
N LG, T Fe R P MANF 2 380k 19/ B
S A RS s e T & R NG N [ T & 5 e
KT E i fh 48 oo i) MANF 5, /b A H &
R E K, JEHAEREE KB BRI D .
FERE— 20 B MANF 38 0 45 25 02 328 BE B AL
FIWFFR . AT R B MANF Al 58 E S RG-S
I I 1) ——PIP4k2b B E:/EH, 40 PIP4k2b
7 P8 5 9 S R M BB, AT siRNA T4
FEAK PIP4k2b, & Bl MANF it &3k 5] #2148 PC12
£ it J % 2R HCPT AR P A BTORss s TE 34 S5 o)
Fil shRNA 14| F Fr il PIP4k2b 3%, & Il MANF
I FRIA/PNRE R R B, REEAAEY
9/, UESE T MANF Al i 34 0 PIP4k2b (1)
PR O FGE PR, 5T R PR B AP, i
Wi, IR, A, ZRERR TR
i MANF = 278 #0 28 J0 1 4E 22 % I 5T 40 ff Hh &
ik P HE S, Tang 25 Y ORBUGE N G “HIE”
Fh 22 0 F] BB ¥ & JiL (proopiomelanocortin, POMC) H
MANF [ 3k 2k sl ¢ H S0 7 /I8 BT e B 7 6
MR A& &, 1 H ISR 7E E w8 sk m Rk
BB TS, RS ROA TR T
e o H S TR Rl S 4 A TR 92 e R AR S T TR Th Bk
ZREME A2, MANF 7EAN R R0 (1) 40 i o BT ke (1

MW ATEEAR M. 4, POMC M4 it B 7
JRPE, AR IS R RIE W 2 ARG AN,
KB AAIEZE R, AFEA POMC #
276 MANF SH& 0 1E -ATE Reidt— 2040 .

B R EEA A, MANF IS TEP K A2 8 4 i il i
MEph HFURR. B BIRPEERIE, REEHNSS
WA, KL, BRI MANF 4 5 6t
RN R AT/, HARK IR (growth hormone,
GH) /K F BT & M, GH a8 e &,
I/ R T RE T TR FE S EEER Y, W] L MANF
Xof BE BN [ RS MR IR 25 B Y 43 (AR5
3.1.2 MANF5REEW#

MANF MUAERERERN, ERERHEFET A
A REZERN, X5 HAE AP SR 7
% ANE] 3. 76 _EIR Tang 25 W (#F 50, POMC
P22 JCHE 53 P MANF R B BO6F /)N B P) B% £3 1 C W
SR, EDE T F I PN T SOOI AT, BE
TRA SRS MR B DT R P 48, Bl /N B
SiERE s [k 2z, POMC #f 8 JoHF 7 M MANF i %
IR/ BT F A P TR X R O S e R, B C R A2
A TE R, PR, IREE SRR R
SAFNE. BRPRXMLE RGN, ALK
MANF 7E 3 iR 2 VH FE R E B EM . Wu
2t U000 SLAT WA S e MANF 3 28 3 (i kK €0 i iy
ERtaAl, U S NERE S5 SRR RE o R R
MANF G B R I H K (IR AR 2 A IR B 5
F BB Bk 0 2B 5 55 4H MANF 25 (T T00A] s Tk 12
75 3R IE A MR O RE /) R A L RAR SCAR I 5 . 7B
b sas v, A ATTERE T 40 4 WA Y MANF A
A0 AE B A = R R A R, I B IX
FhE AR HS T p38 MAPK {55 iH % .

3.2 MANF5#ERE S
3.2.1 MANF 5 #E(C

RE R AC U RS 2 AR VI R R e FEAE
PR TN, MR EL. RIS, 7808 8 B
ST RN 2 0 A T e o A 2 R R A i S5 3% 1100 208
PR RIS, SRS RIPT, BRI AL
T W AR 25 L S ot ke S — 20 R B e e 4 Bl A 0%
B3 R A IR R o TR B 2 A LA 5 A P 32 BB R
JoR 5 ZEAHRHLAN R & B 4 i 52 45 B S0 JR 5 2R 20 WA UL
DS B R ZEL, = AR B,

BT 5% 3 B B AR 2% L 52 A 1 28 MANF /K °F.
Galli FHBA B9 &3 1 OB R ) L I3 MANF ik
FETF R Wu 25 B2 (R 50t 3R W B2 W R R FR s
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) B FDOBE JR 98 R B I3 MANF KPR %5 T
IEHEXT A, ST 75 B8 Fusg P
WIE, fE AP A m e R B TR 5 A PR
MANF JKFH8 0. 4Rifi, Wang 25 B9 R B 2 RpEIR
R E G MANF K F5EREA. &% ER
FRAEEMIE, E50 MM b2 PR, Sk
TR AIF T 25 AN — B R IR AT RE 2 B R O AR
MANF /KP4 K A4 « MANF F2& PN 5 IR S 305 5
B, ERERP R B, 153 MANF Jt & af
BESE N AR BB I M ) S, MANF AR R
800 AT BEAE 9T PN 5T IR B ER B R R D 2% 95 e
J&. (HFEE BRI RE, FEEEPESUIR 3 M R S )
B (BR MANF RIS NS NIKTS ), MANF
FAKPEAL, RIS RINFEIZE W . 753 MANF 7K
-5 0 PR3 i e ) B A O R AT et — 20 B

YF 2 0 5t £ W) MANF n] i 25 J5 19 2 80U 1
BB 153 B 1 & MANF X HUAAS [F] 40 2188 5 116 i
By 2 GUBPE M AR A] [ . G0 ai SCRTIR, R Fefiv
F¥ 7 P MANF i 33 v] 3@ i {2 14 PIP4k2b (1) 4 i
WA A R B R R Fe v B AP B, i A
S MANF i 22308 ) nf 2038 =i R IR B 5 5 IR
AP, W R Rz, FEUERESR M MANF
i [ UL 33 JR I RSP, I EE R AR AL, i
MANF & [ v 5 80 38 08 ik (19 07 32 38 n 4 &
MANF, AR /)N BB 260 15 i 2 R JR 5 R Ak B30 15
B 2 it 1,

MANF 7EJiRE) B A SRk . BRIATT S =
BB A, MANF I8 A] 3 ok 38 s e i B 4 i v 1k
R, (RREB S K 4. Lindahl [ BA 5 (1
W FCAE 55 MANF St H 28 J5 B 5 B 400 i fr) 389 5 DA
T FAT S % B 40 R 1) o 45 5 A 00 TR 1 ABATT I
MANF 2= 5 i 5 11 /) BRUIBR 5 A 18 1 A I D 2 3
8 5 B 4T b 28 L/, Y T T, T PR R
MANF I JIfi Ji 5 47 53 PRl B 2 51 R H AR S5 R B B
11t 50 el LR BIURE PR B 5 R o BRAE /) BB
Ky B 240 il MANF 775 5] A J56 i B 40 i A 5T 19X 12 38 A
JHTD, AR B > AT TR R I E A
MANF & H B A #0061 = 0515 3 000 4 53 R, R
IS B AU HRIG A /E A, MANF 5—Fl B 4 (1)
EERLA Y e % #, & (placenta lactogen, PL)
ghity, dt—bERE T B AnEBEsE. UkAlh, Hakonen
2 DSV LR A o N 5 A AR & B 41 i /2 EndoC-BH1
Yl R AR SE T MANF R 3@ ik 9 5 4 5 19 I 38 A
I NF-xB {5 5@, b RGER 775 SRR B

gHfsET:.
3.2.2 MANF5JRmARH

I 107 AL A0 S S LA I o A ) O S 4L 2 2
B P, MANF # & SO — Rl & 7 S 10 I B
TERF 22k U2 b Ak, MANF R () 25 4 fif
Z Al LLE RE A BY. XA R MANF 1] i A
AR RAHIER . L b, BokEZ e
W], MANF 7£ 55 FHIE A IS 7 20 2318 s A8 7 T
HABMEIE .

Wu %5 12 3BT JUE RS 5 7 MANF I 4254 A] 2
H IR SRR N R E, b R BT E A
380 5 107 4 43 1 A AR 5% B IR BBURR R IR T il
(hormone-sensitive lipase, HSL). H i = [i& fi§ B i
(adipose triglyceride lipase, ATGL) g &% 1 1 (perilipin
1, PLINT) FIEER ALK FF 4 53 1 MANF p
Do 2 v R £ 5 5 0 B PR AN I I A, R
il I ZEL R T gk o A A58 e 300 P A R0t T S g s 2L
ZURVF I MANF K 3% 3 o425 JH I A0 R 7 4 2308 ot
RUHHIVEH . Sousa-Victor 28 P7 i sc th & 8], 5
B AN AR EE,  Hh4E MANF @R 2% & 7/ B0
N MANF K- 5 3 BEAS, A 200 3 5 (0 BoR i
JUE B AR D AR, T =B AP T s 52 A
S MANF 4 B Pid 2 i/ BRI i fod 25 AR U B (2.
I SR B 2 R AR R, aE— B T 5T R I 4T
JHE R Y7 = 758 20 M O VR P MANF 2 o503 s
AR o< EE U, MANF 1] 5408 3 25 18 17 R 15
(3 200 P B J A B0 R O 2 53 42 42 JR MANF
AL Gy/G, TFKFER 2 (Gy/G, switch gene 2, GOS2)
M35, T GOS2 HA Ml e i /e, XAlfes
MANF {2 3 JiF JUE Jis A () 5 22 J5L IR BT Bt 2 4,
H AT & R I MANF o035 1 AR Joe A8 i AL i) ik
VR s i g b [ RE U T TR S5 A B A 1 (sterol
regulatory element binding protein 1, SREBP1) []3iA
PO AR AR G & B B s @ AT RE T RS AR A 1
(fatty acid-binding protein-1, FABP-1). [ 4f il 7 1k
PiJE 36 (cluster of differentiation 36, CD36) K20 i
0T T ) B L I A B I Tl R il ) O B g 3- R
HE-3- HUE I R LA S A T IR (3-hydroxy-3-
methylglutaryl coenzyme A reductase, HMGCR) ] &
i P R RS R R BEFAR & i (argininosuccinate
synthase 1, ASS1) M)y M i B 1 IR v 46 2] 11
(adenosine 5’-monophosphate (AMP)-activated protein
kinase, AMPK)Jf # ', DL S 15 5 75 5 AL 5
% RF- 3 (signal transducer and activator of transcription
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3, STAT3) £~ S:H [ g 11,
33 RERK

PRETE AR 1A R A R R R P EE B IR
MANF 11 48 i (1K) 15 I © 7 22 b 41 23 40 g v i E
5. MANF 0 A] 1) 58 7k D] 3 505 5 1 ol 5 B
YA TS B MANF @ 45 & 7/ R AR 9 MANF
ACEREAR, AR 6 NE 7 2 SR BRI 35 H 0 e
Y1 it 922 RS AL BT s A MR R M MANF R
B8 I B A 28 R 5 40 1 F A Ly6C™ SV A 5 0 441
(oK, HESHIFFIT 280 S N RN 2T SEAL AR B, T fF
JIE AR S P MAN o 2 2k JU) 001 1) 5 B AR &/ B M
5 W0k 200 0 P 9 A, 9B I 7 2HL 2R 9 RE S RE.
NF-«B 15 538 & MANF Ja 52 4 5E &N [ < AL
#il. MANF [#) C %% SAP FEZ5#)I 5 p65 () DNA 45
A A IAE BAE L, HE ] NF-«xB {5 5% 538
% BT AR BT FTIERESE T MANF A] 5 98 RE # 5%

S100 4% 45 & % H A8 (S100 calcium binding protein
A8, S100A8) t#HHAEH, FEFEFHET S100A8/A9 —
SRR G, R 17 40 ] ST00A8/A9 A1 5 1) Toll #%
ZAK 4 (Toll-like receptor 4, TLR4)/NF-«xB {5 5 i %
(0% . Ak, MANF I 0] 38 i 400 1] P J53 199 3
B SC 2 1 (C/EBP-homologous protein, CHOP)—T,
PSR R PLEE 4% sk K 1 2 (basic leucine zipper ATF-
like transcription factor 2, BATF2) il %, Jl/ME % B
WAL A4k, IR JRRE R 1,

4 INERE

R R 2 (UEHE R W] MANF 7R e B A&
AR AR IR JE S 2 A 5 4 5 S L AR A
AT B RO IR T HL R L (1] 2). MANF (1) E
IR 5 AR D P Jo I 7 3850 P 2 DR 12 B 1
AT oy, BEZ B — P8 (1) AR

\ /\,\,Lr\ ‘ﬁix BEREA  FER
=5 BFAS
\@%ﬁﬁ - SRR !
YL %, )
S N
NNz, T ” HERSHE
%%.%”2 mRERS !
23
2 P
%, BEEER |
N,
& G
& "'%ﬁﬁi |
N 4 o
Al (=Y ALK
{ e FERSAlE :
Qj iz S
EREE BRSNS
BRSER
> Bem | P wEam
L - A EEsE |
B ER5ER D

\4

VE: MANFJE—F1 N i R E0E S E B gy ot SR PE o MANF BJ3RIA 73 Wik 3278 2R S R T . MANFif %
el WEIRARY, B AE RN, RAEFEMIEAEIRITHE A . MANFI Ll (F 5 HAE A P 5T X875 (R 40 i S 14 2
AT 5o PUBEFCUESE, MANF A] 3@t ] py s RS2, 3800 i i3 (0 RE VAR, DR R S BAN AR T, BN 5 B i
HIEE SiEE, AR o 2 AL B I RO RN . AN, MANFIG EA (R AN B AU SRR B HE, AR HE T i & 24K
U, WRNERR S R, RIS T A SR A R, SR B ER o

]2 MANF 575 BEBERY AT sEHL I E]
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