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B B EaRADAREAERAROEGE, Jmith & T L2 ohd, TS LT EARF LA . ¥
REOEZILLEEEZTANHSIRRAZANDGEARBET@IADN TR —. KRR T 2 HHEES A2TM
Fa ALNGFR 4% 4N B & @ - myc Tk @megte . A8 €& PCR =4 M4 A2TM #= &4 LNGFR A B K 85 #4k pEF/
myc/ER Fe# ik LL3.7 #4780, &4, L. K&, RAMET pEF-A2TM. pL-A2TM #= pL-LN AAZ R A HM&K, F
I BRBRAR UL kA 293FT @i, RADMAA T EGFP sk, AXMIEAKEN myc Ak & LA ER
Western blotting #0 myc B 49 & & 49 & 1%, pL-A2TM #= pL-LN 4% 2 293FT 20 /i, 36 h & 49 3¢ K2 Z R KA R, &8 A2TM
Fo A LNGFR 2%/t R Rk 6952 AL, AX @A S R 7, ALNGFR F= A2TM 37T ik & &L, 12 A2TM R
HAEXTEYS EGFP AXAEF (WA T ALk @A ME] . Western blotting 27 ALNGFR k% /&, @™
A2TM & A LB A M KT, 45 R R BA, DB AT XA 249 A LNGFR P A 48 24069 1 R A2TM 49 &8 8452 A2TM &
F K FIRET T 88 DAk e A 89 & & BETE A, B i ALNGFR 2 —#F 645w 4M R E G T afk & 6 bR B2 A 935 K & 4 .
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Abstract: The expression of a soluble protein on cell surface is often desirable for study of a functional protein, wide application of
a protein or investigation of protein-protein interaction. The expression of a soluble protein on the surface of a cell is often achieved
by genetically linking a protein to the extra-cellular fragment of a transmembrane partner. In this study, the myc epitope was linked
with N terminal of transmembrane proteins either A2TM or ALNGFR amplified by overlapping PCR. The plasmids expressing
fusion protein were transfected into 293FT cells and the expression of target proteins was evaluated by fluorescent microscope, flow
cytometry and Western blotting. The results of flow cytometry revealed that both A2TM and ALNGFR were expressed on the cell
surface, but A2TM could only be detected with high copy number. Western blotting showed that the expression level of ALNGFR
was very high and protein was heavily glycosylated, by contrast the expression of A2TM was hardly detected. The results indicate
that glycosylated ALNGFR is a good candidate partner for the expression of a soluble protein on the cell surface.
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TE 240 i 2% 1R e 38 L e H Y 8 1 fof LY R sl IR A
B T RE S O A — R R ST B PR —
SRR IR BT AR R TR LT, AR T
T Bt R HE R H By 8 1 Y Sk R 5 5 A 1 BRI
A%, H R CE S B T AR T K8 T A Mk
T, dR 283K B 0T 20 A 1 2 e 1 AT IS AN Y B
Mo TZH R B S IRAE Tk #eis i 11, RIAE
B B - K IR A 1 485 A S A IR R 1T, DA AR A
A EA R RS BE A . A IR BEI 2 s iR AR
F12% 9 J& A2TM fil A LNGFR . L3 Ji ok 5E #%
myc(EQKLISEEDL){E Jy A 11, K Hk 3] 2 Fh
PERRER A N By, L A 2R 1T myc 2 1R GA T
B LA 2 i AR, 1 95 0 AN IS A 1 30 A 1w Y
HEJT -

A2TM JE R E AR G (MHC) 1 284 F
A2 T B I, (Transmembrane domain of HLA-A2,
A2TM)BITRTE . MHC-1 43 TRk LT Fr A A #
MR, ©H 1 MR E A (oBE) R 1 SREREE
(B2m)il s AR M EE ST LAY S R AK . ok i i b
DXL 85 R D P DA R, B B X P X
[ CEH LA B BN N St Fal, a2 Fla3
. ANModiE E R ARl 8 EA 1 RS
S ARSI A2TM SR (I T HLA-A2
() 293~343 i, &A 51 MEAEMRAREE, HALEE
HLA-A2 JERR Y o 19— B 3 a3 X, B 5 DRI A
W X R —B 48

LNGFR J& A% 2% F1 J) #f 28 4 K IR F 32 1k (Low
affinity nerve growth factor receptor)ifii s, X 4%
p75NTR Ik, JE AT Z IR KK, S 14 75 kD
FERRSFRERIBEE A, AT 17 S EiRrK Sl 23 kb
MRS, LNGFR H& A 1 M EBIgE, fE3L
ML A IX AL A 4 A2 2 B2 5 (Cysteine-rich
domain, CRD)f# 222 NS FEFRALAL, LN X A&
1/ 150 NEIERRLL M9 “Chopper” 3T 1 4>
A 80 Z LR AL T 18 (Death domain)®), iz i 7
TE T AR ph 22 R g8 Fn LA AR ph 28 2 2, 23 [l 454 [
BRSNS, AN LNGFR 5K . /NG Y2 (0] 45
FARAT, A LNGFR S (010 5 R g (b 62k
HYZEW@EE, 6T R# LNGFR EH W
31~277 i, & 247 DA FIR IR, HALFEMIAMX |

3925 B DX R B PN DX A — /NI 3 N B4 L P £ 2 1> D g
). JEIRIE, ALNGFR 7 JurkatT! | 293T il K562
240 6 1 PPV AT DL 3k

AR ERE myc HiES A2TM Al
LNGFR ) N i £z, F YL B AN, thi A2TM Al
ALNGFR #Hi )i sk 2 7% myc 3Rk T4l R 1A
MIRETT

WUEEYE

1.1 ##

JITF A B 1 9 DD 20 NEB 23 | 7= 5t 514
JEFF VECTOR NTI Al Primer6 #4313 i
YEIR A MR AR A PR WG G 4 I E FR b st SR
AW AR BRI\ 581

B TR 5 2 e ot R0 20 O |17 D10(% A 10%

4 M3, 100 A7 /mL H %5 R G #lEk, 100 pg/mL £
#H Z 1 DMEM).

A Anti-myc F47; (EpigenBiotec) .anti-LNGFR
Hipi(BD) . 111E41/N Ll 19G-PE(EpigenBiotec) . 1117
Bi/NEL 1gG-PE/Cy5(BD) . i A AL BUAR fighr i i 1l
4N i 19gG-HRP(Santa Cruz).

Western blotting: F1.7Kk 2% #1#& (0.025 mol/L Tris .,
0.192 mol/L H & W . 0.1% SDS). H %% 2% bk
(0.02 mol/L Tris.0.15 mol/L H % & .20% F i) . 4% ~
12% SDS-PAGE # i (Invitrogen) . il ik 2T 4k 2 fiit
(Amersham Biosciences), 0.5% Hi&£L, ECL Hif
RICW (A58 Ak B R R A BRAF) . X R
(KODAK).

12 A%
121 A&

(1) E £ KHAK pEF-A2TM . LA
HLA-A2 LA BHR A S PCR 746 myc JEH 4
FEE] A2TM 1) N 3ty, [RIEE mye 1 N i1t (GGGGS),
linker 4% T BirAtag %4 Ik(GLNDIFEAQKIEWHE).
SRJ5 1 Pst I/Not | BV )46 A 2] pEF/myc/ER i
(Invitrogen)H', M5 AT EF-la Ji3 87 Fl N 5 ™
(Endocyoplasmic reticulum, ER)f5 5 ik (% 1). It ER
FEMCH/NER Vh BEES R, A5 ENEA
A ER, FZAl B AR 436 2 240 M 2 1E 9 D B
(FE DL S U B A5 ) o 28 VDRI o %65 2 TE A o )
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J§. T pEF-A2TM #ik. FrHIsI4an T (5'-3"):

TM-1: AACTGCAGGGCCTGAACGACATCTT
CGAGGCCCAGAAGATCGAGTGGC

TM-2: CACCTCCGCCAGATCCGCCACCTCC
CTCGTGCCACTCGATCTTCTGGG

TM-3: GCGGATCTGGCGGAGGTGGCTCGGG
TGGCG GCGGAT CCGGCGGCGGCG

TM-4: CCTCTTCTGAGATGAGTTTTTGTTCG
CTGC CGCCG CCGCC GGATC CGC

TM-5: AACTCATCTCAGAAGAGGATCTGCC
CAAGCCCCTCACCCTGAG

TM-6: CGTAGCGGCCGCCTATTTTCTATCTG
AGCTCTTCC

(2)FiE A2TM W18 8 IR 2k A pL-A2TM 1)
¥y L pEF/myc/ER-A2TM Mk, §° 14 ) EF-
1a-ER-A2TM A B4 A 3 LL3.7 2k 444 Xba 1 F1 Not
| Z 0], Bk ssok i U6 Rik& . Ll A
JP Y E R, MIIME T pL-A2TM, Fr 59
5'-3"):

( E)F-Xba I: GCTCTAGAAAGCTTCGTGAGGCT
CCGGT

TM-6: CGTAGCGGCCGCCTATTTTCTATCTG
AGCTCTTCC

(3)# ik LNGFR R 125 5 ks 2444 pL-LN ()44
wd DUFokE SFILV SRR, #1 8 2 PCR Mol myc
HEH:F] LNGFR A9 53, 7551 A Bgl 11(BamH |
#Y [ 2 ) A1 Not | B U147 &5, 28 Bgl 11/Not | i)
SRIGIEAF 1.2. 1) 2K pL-A2TM 1) BamH |
(FF T pL-A2TM 25 4& | 14 myc = §i)F1 Not | 2 [a], %
LE s T 1.2.1(2) 1 A2TM JE[R, Z il
M7 pL-LN 24k, FrH5#1(5'-3"):

LN-Bgl II: GCATGGAAGATCTGAACAAAAAC
TCATCTCAGAAGAGGA

LN-1: CATCTCAGAAGAGGATCTGGGAGGT
GCATGCCCCACAGGCCT

LN-Not I: GATAAGAATGCGGCCGCTCTAGA
ACTAGT

1.2.2  #£34£293FT Zp

F PR RAS UL 55 e 293FT 4N, Fr FH sk
PEF-A2TM. pL-A2TM il pL-LN % il . S 07Hh
PERPRN R RARTORL . FE Y 7k (BEXF 10 em K
FRM) FEAR: fEFE YT 1 h FJCILTE ¥ DMEM #
D10; A 25 pg Jo Rl A 5% 4t H K (2.5 mmol/L
HEPES, pH 7.4)r, Z4ARR 250 pL, #RJEHMA 250 L
0.5 mol/L CaCl,, iR%J; ¥4 J5iki-CaCl, 5 W) Z i fin
F| 500 pL 2 x HEPES(NaCl 0.28 mol/L; HEPES
0.05 mol/L; JE7K Na,HPO, 1.5 mmol/L; pH 7.0),

Journals.im.ac.cn

[ B DA e R A T I E ;. #7020 min Ji5 m 21 40 i
g, 6 h J5 B4 s i i) D10,
1.2.3  JnCHAR FZ I myc #4924

% 36 h J7, JH 0.1%JEEF-EDTA ML AL, 48
J5 1 D10 & 1k Fe i, FH PBS ¥ 3 ¥k, KRBT
WA, FEML pEF-A2TM H 7 1, pL-A2TM il
pL-LN & 5 ¥, 40y 100 Ji 4. 3 FhAESh 0 2 4y
17 anti-myc Fric, KBk B0 i TR RS R
1 R R 22 AR, 41 19G-PE il IgG-PE/Cy5
SraliEATRRIC; & 2 B3l R =40 19G-PE Al
IgG-PE/Cy5 Fric, 1EMEAYEXT A, 2 £ pEF-A2TM H
W6/32 brid 545 A — 4t 19gG-PE Fil 19G-PE/Cy5 5
ICAE N BHPEXTBE; —13 pL-LN A anti-LNGFR #3ic,
KI5 F 9t 19G-PE/Cy5 #EATHRIC; 3 FhAE il 2 i —
BARME . —Hivk EARC 0.5 h )5, VKA PBS ik
3WIEhRid e, #OEE T UK EARiC 0.5 h, PBS % 3
U AT i A A (BD) AN
1.2.4 Western blotting 2/

FHZLA% 2% w1 (0.5% NP40 PBS, 785 1 i
FNR G V)2, B EW, A B vpl (S
DTT), 94°C, 5 min; #-H¢ 10 uL F#EEfT SDS-PAGE
(200 V, 40 min); %% (300 mA, 40 min); 3% 15 PBS
£ 1 h, AEA anti-myc(1:1000) 3%4-15 PBST
FE2h 1 h; PBS ¥ 3k, HI& A 19G-HRP(1:2000) 1Y
3%4-45 PBST #&35 1 h; J PBST ¥t 2 Y5 F- ] PBS
YE 2 W BB, B el FEELE, & 5 min,
FHWR K 4K A, s 10 s A e A 1
W, A XOEH R, #ETIRYG . B FIE R .

2 %

21 ARIEHLRAIHE

LI HLA-A2 Ak, LIES PCR LY 1 H 1)
A2TM 155646 A 2] pEF/myc/ER ) Pst 1/Not | 2Z[f],
JIr k1) v B 22 i U RN e 5 IR (B 1, B), HaEE
T HAZRIBEAK pEF-A2TM. L pEF-A2TM S5
M 34 1) EF-A2TM #fi A2l LL3.7 ) Xba 1/Not |
Z A& 1, A F1 B), ki s 4l Bk vafE2: Xba I/Not |
i) % e, VI 2 1615 bp & (& 2), MR8
JREEER pL-A2TM 200 )7 %8 IE . ATk SFIL
AR 3G ) LNGFR F B4t Byl 11/Not | H]E] )5,
1 A F| pL-A2TM (¥ BamH 1/Not | Z i, iz ik
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Beglll Sphl

Xbal 2 Notl
J

EF-1a promoter

F’_ TV—

Bam HI
myc A2TM

ER leader

LNGFR

Not 1

1 EHERRWEKRBIEE
Fig. 1 Construction of recombinant plasmids
A: the initial construct of pLentilLox3.7 (LL3.7); B: the cassete construct of pEF-A2TM; C: the construct of ALNGFR

Y myc-A2TM B (B 1, A. B 1 C)., FrfkryE4H
e B STk 25 Sph 1/Not | i) %, Y12 761 bp 2541
(F 2), FoEER R R A pL-LN £ 003 BIE 1R o

1 M 2 M

1615 bp

761 bp

2 EYERHF pL-A2TM. pL-LN BIEGT] 43 47
Fig. 2 Restriction endonuclease annlysis of recombinant
plasmids pL-A2TM and pL-LN
1: pL-A2TM; 2: pL-LN; M: DNA marker (DL2000)

2.2 %5 203FT ZMAE

FHBERR S T EEE YL 293FT 41E)5 36 h, 28¢
LA R WL pEF-A2TM R UL (5,585, pL-A2TM
Il pL-LN QL i 20 i T & EGFP R (8¢ 3 A R L
Wi 220 (8] 3), (H 556 gL (0 240 i BT & 1) EGFP %
R AN, A RARSER, AR s .
2.3 FREVAHRRARA T 4 #r

I FH anti-myc 4 #ll pL-LN . pL-A2TM FiI
PEF-A2TM %% 4L 1) 293F T 4ilJitl 2 Ifii (1) myc Kk 1H L .
FIH ZHt 19G-PE #5ic iy i X 45 R R W (K 4A),
pL-LN #£ 5Ly 4i, FLt& EGFP FHIEAY AN, myc &
M BAYE; T pL-A2TM 5 L1 21 il U A7 EGFP % tom
JEE SR 1) 240 L A RE A 21 myc Rk, XL

Feik myc B4R K 2 5 EGFP B 20 it B 50 20%;
TEFIRE R YR 2T, pL-A2TM #5341 ifd ¢ i1
myc FHEERIANI S pL-A2TM %YL myc BHM: 40 it
FEAAHF o F ] —4% 19G-PE/Cy5 Frid i =45 B 5 1
Pt 19G-PE Fric iy g RAHE (& 4B). F—Pt
anti-LNGFR #5ic pL-LN # L i 4 i, =X SRR,
JL5 myc g =R I 25 SR AR — (1] 4B FHIET 4C).

3 ELHRH pL-LN. pL-A2TM 453 293FT 4AfR
BB B (10X 10)

Fig. 3 Fluorescence micrographs of 293FT cells transiently
transfected with recombinant plasmids pL-LN and
pL-A2TM respectively (10 x 10)

A: pL-LN; B: pL-A2TM

2.4 Western blotting #3045 R

B Z G, A 0.5%0 A 4T YL (0 25 57 i
IR, UK A B A — S, 1 HAE M SDS-
PAGE fist % % B i IR £F 4 3 Mt 1 i 808 L 3¢ oo (1]
5A). A myc B ES AR D45 R R pL-LN H
PR 4625, K/Nor524°k 50 KD #1165 kD, 1% 55 myc-
LNGFR I R/NMYHLS(EZ Hy 31 kD AR 22 (&
5B). pL-A2TM FI pEF-A2TM #41 FKEEIIE KN K
9.4 kD Wy HAYEE A, (HER P ENEA Bl H i 4571 .
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pL-LN

pL-A2TM

PEF-A2TM

10°;
102.

10"

——PE

anti-myc

1074 R et
100 10" 10°

20.

T

1ot 100 10°

——F = GFP

anti-LNGFR

10 .l I 1
00100 100 10°

anti-myc

0.

T

10 10°

10!

B 4 FELHRHKL pL-LN. pL-A2TM Fl pEF-A2TM %54 293F T HHAEATR R 5247
Fig. 4 FACs analysis of 293FT transiently tansfected with recombinant plasmids pL-LN, pL-A2TM
and pEF-A2TM respectively
A: the cell labelled with anti-myc and 1gG-PE; B: the cell labelled with anti-myc and 1gG-PE/Cy5;
C: the cell labelled with anti-LNGFR and 1gG-PE/Cy5

Al 3M 4

170
130

100
72

55

45

B 5 ELARHK pL-LN. pL-A2TM Fi pEF-A2TM 4%
293FT #f A /Y Western blotting 4347

Fig. 5 Western blotting analysis of 293FT cells transfected

with recombinant plasmids pL-LN, pL-A2TM and
PEF-A2TM respectively
A: the image of nitrocellulose filter dyed with ponceau red;
B: Western blotting of myc fusion partner
1: pL-LN; 2: pL-A2TM; 3: pEF-A2TM
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A7 TR A A% 240 0 1 RGBT 4 S R R
ANAOE ERTRTESS, IEAFTERE SIS 1 mRNA 5742 A1
B E B mm T, o mifk . BEILILAE . FEAHT
% i SR 9 S 3 T 52 pEF/myc/ER #4k B 51
EF-la 385 305, 1M HiE R 7K B ER G5
JRFF . M5 P50 & A NS, P LA
BRI TR TIRE . I ey 3 M3k pL-LN.
pL-A2TM Fll pEF-A2TM 7£ )i 8 F fil ER 15 5 Ik &
TR a2 sg MR . pL-LN. pL-A2TM #RH
A2 AR E, BRTAHA myc BB IR H # A &4,
WA 14t CMV a3 FJa 8Kk EGFP Rk &
T 2L Ik B A Yt 293F T 4 i i) 2 S HE A (1 3) W] LA
pL-LN. pL-A2TM KJ EGFP FKik/KFiE—FkEf .
WCHEM, 2 44K I B EF-1a f3 2h 22k 0 7E N Sl &
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myc BIEE T LN 1 A2TM ikt iZ4b TH A 1
Ko EARGE R A SIS R W, EF-1a B s R
IKBETI HE CMV Y455 (B R4 ), (HAN pL-LN.
pL-A2TM L JL A i g (o R B 4D, 2 s
Bl X SR A Tl %) R B 3 4 6 H R 11 R A I R AN
AR,

EEZAMEN, EARBFESE ER PiEATm
TAEM ., 78 ER hAF7EE KB E B, 1Rz
JL P S REZE (ARG, — Bk B RSB P R T
TXUETE PR 20K ) R B IR ff . A pL-LN &
pL-A2TM B YL AN EGFP 26 E R F, —HH
FETEANNEIRI Y EGFP 35522 51, =D ik 25 5 2 phy ik
N 1 4 DL BSOAN [) (B33 U8 4 i 7] 7 i e oA
[) ) A ) o 224 0E A A0 A SR $ DL I, EGFP 1Y
FEIRTRPE R, S 5 o I AR 45 5 (] 4) 29,
pL-LN #5 YL 40 ffd, EGFP BHE A4 40 it 22 10 myc #R4G
ik, M HBEH EGFP 2 tsR 58, myc (131K 5%
JEQLIG 9, 75 40 R TH ) B E G . pL-A2TM Fi
PEF-A2TM Jir ik H Y A #f 2 myc-A2TM, i
AR FE, ZH YN 293FT 20 M % 18 (1Y
myc Fik—H(, A5 HARE pL-LN 5% Y 1% 241 s 41 g
R myc SRR E)RABZ . @k xR it
— TR, pL-A2TM F L4l L 45 7 EGFP
1) 2 ' B (B3 Ul 288 0 3 ) AR B I, 4 i 2 T
19 myc A RE i I =X A0 ARG IR 3t 1,
£ EGFP W%t B (sl 5 Ui R ik ) AR = B, 72
[F]— Ak B o — 3Rk &t EF-1a 5 8h 1A 3l
FIEM A2TM o [F AR A IR & 7K. pL-LN 5
pL-A2TM B YL 40l EGFP %5 B KL ACH] [ (&
3), HANRIE myc MIFRIXAETERRIIZEN, ik
HEMI, A2TM AT GEBE 293F T N A 25 A BN N BI04
THINEER HLA-A2, I EER A2TM [
P ORRRDE A2TM HRE/DN, B 25 5 90 A 5 D 11 2
FI R . 455 A4 BRI AR (L Bl 2 1),
HAR A2TM 5 EGFP #f&ik, (HERIEN A2TM Fifi AP
B8 AR R At 1, O I A A4 2 T S A 3
myc Ik, RA Y e AN PN Bk P D1 B =
WA W R A M A2TM A 0] DL 33k 3 40 i %
Il 293FT 4ifiE A B & —Ff HLA-A2 BHE 41 R,
SR L 20 N A TE 2 X HLA-A2 1 JEA 746 00 1 2
FIREAA, Sk B T AR R 1 i A2TM AR 28 5 it

240 L N 1 T AR DA R SR PR 19 HLA-A2 J5 8
fift 45, LNGFR 7£ 293FT 4 it PN 58 44 Jy —Fp A IR 2
M1, BERRERILE L A2TM 2,

A% A L N A S B [ I BT ) AR AR Y R A b
A, wEEANEAREESH®R. N
Western blotting 45 K &, pL-LN % 4L i 40 il = 15 Y
myc-LNGFR HEL T 2 %47 (1Kl 5), i H B ) 2%
i K/NKARZ, 65 kD 2417 . 50 kD 4545 1 3K BE 5 AR
% . % LNGFR M2/ 74 /3 5 & 81, LNGFR
WA KRR Cys, FrLAX BLAF 62K LNGFR £
B RARM AT REPE o (FUR, £ L FEZE pfOf L Uk 22
W HERINA T DTT, 1 H, LNGFR RA &4
KT W1 T A 8% A R IAED B A
BRI b 450 DL RIRE AR LNGFR )L
RN FEREFTENID I 2 2 K/ SR myc 2541,
23t —¥0 anti-LNGFR Fric ik, X % & H 4B
i anti-LNGFR FAE, 4545 (22 R AT Be e T & H
1) C S K AN [R] B8 A 1 7R B 2 Hh e B 65
i . Dechant F1 Barde!™ 7 1997 4£ 5 Roux F1 Barker™
FE 2002 4543 I H A8, A M rP A 25 FEC IR L PN DX
PRIFSEHE M LNGFR 82, Xl T4+ 37657
P AR TP BT DI 455 1 A CRDL-3 8 i 45 336 LAY
Chaol*2f1 Kanning ™18 2003 4F4RiE, BT
ADAM-10 1 ADAM-17 & B EAMMIER, &
LNGFR 1 i #1 s AT DA 5 3 4 A B 1 057 i 9 57 1)
Ko LNGFR 19 it P 3 ths o] LA DA 5 30T 200 i J 11 7 5
By ur oM, ARG BT R A S ALNGFR, B3t
A AR MR, i DL 5k B I P A T
Bl 4 JE B AL O AT REE o (HE AR YE mRNA &
A BTRE, CRD1-3 B2k, {H myc i#42%] CRD4 A N i,
Bt B T RN 115 DNEEER, (X RER &5
WAER M EE EIFBA B, X X R BT LR
Fe# /N, i H ALNGFR 34T il ek, thnl gEfzm 1
MRNA FJ 574 It DAAIF 58 /NG A, mRNA (55 £z
FIEE X LNGFR B Ak o5 S0 LNGFR 9 L 117R
0N, BEARAR R B B kB Ak S T AR RS
FE AR AR i if . Chapman Z5MLAEE T LNGFR
JAMXAE CHO AN O-His b sh sl &, HIF
IR 1% 45 kD FlH i 44 73 7 H#15 GRP78 1y 45 kD &
FIZH ALY 80 kD £ [1& A iz A 58 kD My Hifb
B BUCARE 1, TEF YY) 5.5 h B 2 Ml S A& M 1)
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BENE 15 2 B s 7K, O-BE3E7E LNGFR fufh X 14 [2] Chapman BS. A region of the 75 kD neurotrophin receptor
Qiff’ajij(NeuNAc) Galp1-3GalNAc S 5 LA homologous to the death domains of TNFR-I and Fas.
i 1-2° - ) Ry B et 22

= 7 — FEBS Lett, 1995, 374(2): 216-220.
A FARRAMEEA/NMEEL 13 kD ERH T, [3] Huebner K, Isobe M, Chao M, et al. The nerve growth

HEAT B BRI 1 28 FURE S o A AR L 5 36 h i 247 factor receptor gene is at human chromosome region
1, 50 kD 5 65 kD B8 [ /ML IE B AH 22 24 13 kD, 17q12-17922, distal to the chromosome 17 breakpoint in

acute leukemias. Proc Natl Acad Sci USA, 1986, 83(5):
1403-1407.
[4] Coulson EJ, Reid K, Shipham KM, et al. The role of

Fr LAFRATTHED 24 50 kD 119 4541 A 24 F Chapman 5255
W1 45 KD AR 1, #4965 KD [ 25 1 Bl A 28 Bl

ftEtifY 58 kD MR . SRIEIMEE LK, 4 neurotransmission and the chopper domain in p75

65 kD 451 K JE AR IR, 108 BH &8 HL A A& 1 11 Bl 20 neurotrophin receptor death signaling. Prog Brain Res,

B RGS . AN A, K 2004' ii&;lfzm N .
N - . oux PP, Barker PA. Neurotrophin signaling through the

— B AT R 2E ] &

B B IR JR HEAT Y 2 F RS R A B, 50 KD Sty p75 neurotrophin receptor. Prog Neurobiol, 2002, 67(3):

EIESE AR, 65 kD AR I AR (A5 A B 203-233.

7R), XU T A g SE e R LAY 2 50 KD AN A Ek [6] Yamamoto M, Sobue G, Mutoh T, et al. Gene expression

MR E TR KRR . ZEABIZEH, A2TM A fFE of high- (p140trk) and low-affinity nerve growth factor

8 . tor (LNGFR) in the adult and aged h ipheral

HLAAZ ol Fllo2 3, LIS [0 A5 A 3 5 receptor ( )in e-a ult and aged human periphera

. . I, o nervous system. Neurosci Lett, 1993, 158(1): 39-43.

B B TR AR (1) A2TM ERAR 223 xUAT I A fiE [71 Qasim W, Thrasher AJ, Buddle J, et al. T cell transduction

R s ok, {HJEH Western blotting #zill A 2], X A] and suicide with an enhanced mutant thymidine kinase.

Be T4 A2TM %4 34 %) Western blotting 0] Gene Ther, 2002, 9(12): 824-827.

KoK T, Ve Bl £k 9 A2TM 1 F124 50 kD [ [8] Nesbeth D, Williams SL, Chan L, et al. Metabolic

T “ o biotinylation = of lentiviral pseudotypes for scalable
LNGFR —#f, HARIE RN R, Xtk — DA paramagnetic microparticle-dependent manipulation. Mol Ther,

BT A AE 293F T il %235 19 LNGFR 5 A2TM 2006, 13(4): 814-822.
A AR A 25 LT Western blotting 453 [ 1) 22 [9] Rubinson DA, Dillon CP, Kwiatkowski AV, et al. A
S lentivirus-based system to functionally silence genes in
. . primary mammalian cells, stem cells and transgenic mice
28 LPRIA, PR TR T B GG 2 F by RNA interference. Nat Genet, 2003, 33(3): 401-406.
IR A2TM Al ALNGFR SEARE AT LUK myc £ [10] Freund-Michel V, Frossard N. The nerve growth factor and
KB, (A2 TLEgE NAAEE ST mRNA its receptors in airway inflammatory diseases. Pharmacol
. S FL I T S AL A L Ther, 2008, 117(1): 52-76.
DY B P19 f DL R IR S S e T 2 [11] Dechant G, Barde YA. Signalling through the neurotrophin
AR TR AA myc Efj%%” ° ﬁﬁu%ﬂ@ﬂ%‘ﬂ%% FiK receptor p75NTR. Curr Opin Neurobiol, 1997, 7(3): 413-418.
AN I T 3ad . ALNGFR 2 —fh b ia e m [12] Chao MV. Neurotrophins and their receptors: a
W1, & A2TM #7447 myc B T 40 it 2 T Y ey convergence point for many signalling pathways. Nat Rev

p . s e Neurosci, 2003, 4(4): 299-309.
) H._ FFHLAE Bt B ot
5‘%4&5, FrUAALNGFR 22 ML A BRI [13] Kanning KC, Hudson M, Amieux PS, et al. Proteolytic

IR T AR T A S A processing of the p75 neurotrophin receptor and two

homologs generates C-terminal fragments with signaling

REFERENCES capability. J Neurosci, 2003, 23(13): 5425-5436.
[14] Chapman BS, Eckart MR, Kaufman SE, et al. O-linked
[1] Maloy WL. Comparison of the primary structure of class | oligosaccharide on the 75-kDa neurotrophin receptor. J
molecules. Immunol Res, 1987, 6(1-2): 11-29. Neurochem, 1996, 66(4): 1707-1716.

Journals.im.ac.cn

© PERZRMEDARAATIKSHES http://journals. im. ac. cn



