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ZE CDI133(Prominin-1) % £ K5 245 % @ Prominin R0 R R 2 —, RWAE A4 F AR EY
BT A T im e Ae i ta fe, KGR T o B S 2 &AM B T e 45 £ e LB, AT A
B, CD133 SE 5 76 77 TG 9 An &4, e b5 o e WX A KB T F M AR Z AR A, A5 e i 7% 4
58S ERERHAR BN Sfohte P A EAELAER, RABELTL CDI33 eh 4 Al kst S,
T4 CD133 6948 & F ik o A 48 AL AR AE#E R AL AR A R L R 352 5 54 A R A 454
Wk, B CDI133 354 64 AF 5 % R 2+ Prominin % #% .CD133 4934 8 48 £ 34k Ao 48 £ BF 0 5 ok

BATLRIE
X#EiE CDI133  Prominin-1
FESES Q819

CD133 ¥ 4 Prominin-1, 1997 4F Miraglia 2" ¢
CD34 + A3 I~ 20 i A0 #E. 41 fitd ( hematopoietic stem and
progenitor cells, HSPCs ) ) %% [ & B8 CD133 J5, AAiTxT
CDI133 [yFFEEA K THER . 2000 4 6 J Hif CD133 #Fx
fE ACI33, [RJ4E28 47 19 5 - Jm A28 1 41 o3 Ak bt it ]
PRz OB AC133 IER 45 CDI33 | ACI33 {UfE N
HprJE R AFAE . CD133 2 AR B A RS
WA [, A 55 — B8 2 O Prominin” (Y 2K 115
NATTXF CD133 A58 18 B T8 MR S PE SR sl i By
X HAEPR e s 20 LA KR 1 BOK P A SRR K BLH A
PRI EEY)FTIRE . A2H) CD133 (YD) RE & AT it i AH 41
ML) SRR AR W), B S B & B CDI33 W ml ] 1
A3 7 RS T4 i ( cancer stem cells, CSCs) ™) {3
RETEN CSCs 13 AR LA SR AP AE S I PG WF 5T
HIARBIIRA, ATTZ#IAR 2] CD133 AU REAE 45 A
Wk H 191:2018-10-08  {& (] H 1§1:2018-12-24
« [EK RIS S (31660324 31571405) JLPG 4 H ARl ¥4

(20161BAB214160) ¥¢ B35 H
s G IER , L7546 - luoyuping@ 163. com

E7@% MME K

40 CSCs LK 8 20 I i b i, i85 REA F PIBK/
Akt Akt Src-FAK 25 (=538 §& , 52 CD133 " 20 il 19 47
O, FUFek B ST IR T IORCR B DA S R,
HIRIT A AR T 40 M, A AT 8 2 A% CD133
MIFRIB BT K e 2 6 2 85 = L BT AR SE , Ul i
R A0 4 A K AN B AE D, SR ENIA T . 7E LI
fErf, CD133 (9 77 75 5 ¥ I BEE 1) T 25 D) fil A 6, 2
CD133 B2 HE [N 5 A8 m e 26 kg S B0 BEAE P
Stargardt FEEEBEE TR A KL WUHE-LFF S R AR 1L 0L
o 8 £, 22 A A . AR SOMFIT AR A 55 CD133 fYAF
AR T &5

1 Prominin &

1.1 Prominin KR ELEH

Prominin J&Jf F 75 i 1 “ prominere” R gERY
M B, Prominin K % A 2 A~ % 52, Prominin-1 Fl
Prominin-2 , 2. §1 Prominin-1 X g A JFK N CD133, A
25/ PROMININ-1 1 PROMININ-2 3 K53 50 @ v F Y
a0k 4pls. 32 1 2q11. 1, /N L9 PROMININ-I 1
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PROMININ-2 JER 53 3|7 50 T 44 4.k 5pB3 il 2qF1, K
B9 PROMININ-1 F1 PROMININ-2 3% P 43 1] 5 o F- 4
ik 14q21 F13q36, X =AY F[aI Y PROMININ-1 1]
R4 AR B AR, B4R Prominin-1 Fl Prominin-2
9 [ R R ( <30% ) {H 1 35 A K I 1 23 ]
S5, SRy LK R IR R M AR T, N g o 40
AN, C S F 200 M6 P00, 0 B P 0 2 IR R A
2, A0HIS 0 2 IR 4 A N B 2 B b

LRI RARIRNRINRRINI)

Cytoplasm v

ACE ) R

LAY ) Prominin-1 73§40 75 2 850 A HE IR R HE
FIAY Tk 115 ~ 120kDa'"®’ . A2 fy PROMININ-1
2T 3T AT KB 150kb, 352 5 M E 30
FH T g — At 865 AN FEER 41N 120kDa
MR H . /N PROMININ-1 3[R 2 /043 5 34 A4k
BF KL 160kb, 45— H 858 AN IL R
ZH R 115kDa (5

. N-glycosylation site

Outer cell membrane

Inner cell membrane

COO 2

B1 EEREER CDI33 KREE

Fig.1 Schematic representation of the transmembrane glycoprotein, CD133

1.2 Prominin RERRIEFHTH

Prominin-1 1 Prominin-2 & {3y F 41 fifg 5% % 28 i
Prominin-1 F=SE7EBRAR JHFIE A7 50 R B JE L B IR S5 |
P ANME AT 2H A . CSCs BT 20 M OGRSz A E b
AR, O T AN E i ssi " . Prominin-2
BB/ INE S B AR IR, E AL T A0 I Y B SR
I EmR R . AkP PROMININ-1 f) mRNA 7£
BLARE LR S MRV IR A R I Ak RS2 L
Ay g ik . PROMININ-2 1f) mRNA JUJ7E 5 I |
THACIE TSR AU B IR AR 2L A iR 45 LA
Je NI R 28 RGO bR v 223k 1 o R R4
2121 Prominin-1 1 Prominin-2 [i] i 3% 35, I 4 45 A {21
P2 AL, PR OGB4 A A W A v i ) R RT R o 2 A A
B, 20 rh A B PR 5K 52 B0 o 8 B R I, 5 Ak
—ANHEIH AT RS HEAT R A AR

B3 — #2 /9 4, Prominin-1 H1 5% & [A] ¥7 )
Prominin-2 HAF 60% H) & ILM A — 4k, It 99 % 1
Ik oA B KA oy B k. (H R R A A
Prominin-1 3%, 43115 T fift B 1 1L 0O €5 3% 1
(retinal pigment epithelium, RPE) N e Tl A
N LT 1 RS AN R A2 A AR /N R 1 B 1 P A%
JZ (inner nuclear layer, INL) 240 (BT INL f fa] il 40

TR
2 CD133 HytHK ThEE

2.1 CD133 14T 4R, CSCs F1ppE A A B AR &

H 1997 4, Yin 2 & B CD133 A[{H5] CD34 " s

LM AE S, CD133 44 Jhy 5 26 4 Jd 3 1o A 18 14 9 7
VERIMERSC T — DA 8 WF 5 5 0] . Bl 8ok 2
AIRHIF A 1R B CD133 0] D25 A4 i L CSCs | i
AN AR R, AN T4 2 BT - R 4
LT IR P S N R A
Jif1¥iE ( esophageal squamous cell carcinoma, ESCC) (0] e
2.2 CD133 FnphyEEtE %
2.2.1 CDI33 Ao 67 MM X ILARMPIFR
7R, CDI33 fy3eh B2 3 1k 55 B B0 8 5 B AR A7 R R AR
iR AR G, R W] CD133 W] fiE 2 B 5198 TS A R A AR
AT BB CDI33 Y 5 R RO A Al T o
CD133 " S5 EL A " | 3o iR 22 B L B4 0 — 2 1Y
TR . R ] CD133 F57 R 06 % s 75 7 g
B4 B e e e A R A ) T H.. sk ESCC
Hi, CDI33 5 % F KL K T 27 (insulin-like
growth factor 2, 1GF2) {32 K /K- 2 IEAHOC, — 3% [m] Ihf
THR BURE BB AT R
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2.2.2 CDI33 St mmta kR B
W], CD133 X A 5T i 4 1, s Al 4 5% CD133
BV T BE 52 0 45 b 40 A L 41 23 09 2B K N 19 &k 2 o
filhn, CD133 FEFE & M4 N K A= K ¥ 164 (vascular
endothelial growth factor 164 , VEGF164 ) — KT L,
HETMTIG58R VEGF HUR 1268 7, S M A8 A6 J8, 41 1 fieb g
RETET AREoR AR K Y L CDI33 Sl B-E R
S-S 1A 200 M [0 52 e 981 B2 3L Sk 1 B ( dermal papilla
cells, DP cells) /N> 24 G- R IS I, B
RARYIBIAZ N DP 1R /NG I, HJ& CD133 Xf 1
FFL Sk A AR B S, A S 5 DP B . B
PERHIF A & B, CD133 A5 Al B 1R N B-iE 3R 2R 1
(555 1 AV 1, BH Ik B-3% 128 1 7 20 Jf 5 o e
i, 2 U 4 L P 7 2 4 T A L T
RIAE /N B S b R PR B I RE

AH R, HoAth 4 5 %F CD133 ) £ FH D) 2 3 2o o 42
CD133 [ ik R ik — 2552 ) 45 Fh A0 M 1y o il 3 53
PRF ARID3B™ ftyiof 2 1A 04 i 9 S 41 fa b CD133 )
ik, CD133 ({32355 hinREAIE 1k X 25 14 1) i I 1) Bz 2
e P RGBT B ] i 200 i 2 B 5390 % A% 1) = 2L,
It ARID3B fig 455 CD133 Zb [y 21 5P §i9m ) e A2 &
7o MiRNA-142-3p" 5@ 13 45 4 CDI133 mRNA [y 3'-
UTR Al CD133 3k, AT In A IBF A7 i 50 4% 244
PRSP BB, 3K Oy IV R e R A T — P RS E 1
BRI I
2.2.3 CDI33 5 mpzS@BgERHt
SKMWFFE R I, CDI33 140 T ¥ btk #3524k
FH. CDI133 figi il 5 B 24 FE R R 5L M W R Ak A 5 45 Fib
5530, i R i HAAH G B 1 BT 5 CD133 2 AR 1R
Z B FAH A HI A 5 4% RS 5 3a i, AT 52 Wi e 240
MiFD CSCs AERK 5T Flln, CD133 Z Y C il
JIRZ AL B 828 (i ik Z MR R AL 1 WERR fL A 7 CDI133 5
p85 7 2 [a] (AR AR A, A 6 S PIBK / Akt {55l
%, DTG S ol 2 J5e S5 98 440 M P S50 BE 0 o 24 I
CD133 W MR A & i PIBK / Akt & 42 1 1% 7 , BEAIG
Pl IR T A A A 1B TR R AR . PN, CDI133
55 828 {if FIEF 852 v it 24 IR 5k 5 1 Wi 1R Ak v LA AR 0 45
H R AT A (9 HT-29 il LoV 411 i 1 S5 A RS A iR 1y
AR, [ PERE Ak o BEBERR L. {H2 CD133 Ji% 2R
BRAE 1 Wl R AL e B 2 R B R AR B TR I«
(receptor-type protein tyrosine phosphatase k, PTPRK) 2
% ,PTPRK 5 CDI133 #R3E K oy X 3k &5 &, fb CD133

(s SRR 5 828 v FISH 852 fi KWL, 17 CD133
A0 Ak S5, L, AR L ) PTPRK £
3 R R 2635 CD133 1) 25 i 9 BB 3 1) T/ R03R
Liu 27 5 i : Sre 2K 45 CD133 f) C 3 45 14 46
845 ~ 857 v ixX Bt XI5k 114 22 3L R o S AH HAE FH , fg R 26
= B (focal adhesion kinase , FAK) B2 1k , 7% Src-
FAK {5538 % , e &2 JE8 A0 3275
2.3 CD133 5 MR INBEHE X

W58 K B0, CD133 Y0 5 b & #4325 T M T g
CDI33 [ XA 5 PR 2 78 e 2 -5 SO0 190 s A 4
I A1 S0 A5 T B 105102 A, AR A B
51" & B CD133 B A RPE A [ Wil 5 70 . BFSEaRm],
A5 A L SR UG N RPE (1) B W, I P12
RPE v CD133 % £ ik I &, @ Bx CDI33 ] % i
mTORC1 1 mTORC2 55, i /b A W 412 i 307 W1k
Hahn p62 BB, F I A WE BT R S 00 B AT
CD133 i3 B 22 35 3 ] mTORC1 1 mTORC2 3% 4,
149 RPE F10 . PG, CD133 5 it 5 p62 Rl HDACS 11y
HMEAEH, AT RPE B WA 1 A2 4, & RPE
— PRy A g R, B H AT LR, A C CD133 5
L 5 95 22 1) B 9 45 SR A 1 iR
2.4 CDI133 fyE fiThhe

BRLAE TR Ah, CD133 i AE I 1 %o 40 i 15 5% k2
TERAE AR RS W) 200 B MR 1 3 S A B 4 15 405 4 i
s AN IR I AR . CDI33 MR T 3k i
RAEI S 2B A0 HL A A 45 g 3 11 S A5 3o B v R 45
SR o 0 R R L 2R L S B S 6 11
A6 A L R 6 38— 43 5 VB DG 1 CD133 Bk
12 FEARH I CD133 Al A7 H 6 25 95 6 0 5 5 A 9
MARPEg T W R EEEMH . 540, CDI33 fidkfk
{37 15,0 525 7 RE I S IO SR 4 P K . CDI133 38
A AT RE R T 20 M0 5 R a3 A, ALVRORE kA, bR
MIBL 21 s 25 M2 BE RS AT A A0 M B S A A
2, CD133 K i 1Y A= B 3 g o0 A 35 i, 0 7 i — 4

3 CD133 pHEX A

BE & X7 CDI33 ffF 58 1 A W iR A, & B s S P 4L
CD133 RNz A . RAFRER 5 CD133 31 A
TN SR AR S RN, XS HTR AT 3 s, — 2%
JEfEY CDI133 [ IR b R A s L R A b
FB IR T 5 R A B bk, RO bk, &
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&1 CDI33 5 M=% 8 FITh BERA 5TiC &

Table 1 Summary of functional studies between CD133 and retinal diseases

PRI RS FAB R, BAFH I FRAE ghR E PN
(e A B R R A exon 15 LT LR CD133 1 By B 32 458 [21,40]
. 1726C > T R P90 £, 38 A8 Pk
p. G576X HBEAS P
Jok 246 N5 6 200 1 7 25 408
RPE %45
c. 1878del G ai MBS 2R (IESURTEZ 3o
p. G614EfsX12
WY Ok BB exonl0 Pl LA BICRIE S KPR RPE 245 [6,4243]
T/ BFRAR c. 1117C > T AN B ] 43 [ SR A H
p. R373C TFREA K I L HEAT I R B
. 1960C > G — RS2 2 S WK
p. 1654V
WY 1R L Stargardt ¢.734T > C T LA 5 CD133 2 I fa e i R BE N R [7]
HEHREESRAR p. 1245p RGP LR WHE
(STGD4-like MD) AHHAE FH 9 2% RPE ZE45
U R PR - exon 12 Al RIS 2 7E 2y 1/3 [ CD133 R [8,44]
MATFEFRAR c. 1349insT T 5 7™ T A7 54
(CORD) p. Y452fs12X ANTRIRREBE 1 BEA TV T
AL O O R
AR R 3
.2281-26_-17del  ZEFIPHF5 T-Besk BT NE T 21 BT D)
ANB T 22 BEER
WY AR R exon 8 a2 A R G| AZ &M T, R R PSR [9]
[FR) i s, 2 A c. 869delG 272/3 ) CD133 AR
(arRP) T A b
WG A K A Loss of the FEPR Rk LIWIEE ] LR e e e [23]
ez ARk CDI33 gene Gene deletion G 3R 57 40 AT M AR
RS TR
SN ASSZ 10
“_”. Unknown

FAIHE ACI133 AC141 13A4 C2E1 #l 1311-AC133,
— AR CD133 2 (A AERE AL SR 07 SR
bR ih B R Iy 91, RV AE R S L Puik, 8 A
ohE2 (clone 7 Fl HA10, 5540, 45 JLFHHLIARHIF A 52 3F
FeH MFE B 75 5 CD133 B ik b 2607 & A 5 e e
B, FATTTE BEIE R 265 =2, REHAb 44, 4n W6B3C1
clone 6B3 F clone 9G4 _clone 293C3 ) &z CMab43, #|
FBEALPUIARREXT CD133 (AL R AT T 704 . 7E
SERRETRYT TR R A B S AL PR R N CSCs X 21 4=
RS R0 A vk 2B T R A | N w1
Pt 232 AR A, 2340 14 40 I A R A 1k
Pk AC133 (ACI41 K, PSS AL P A 1 Hh 35K
Hh T ESEAL AR TN CD133 ™ 41 i 3 BBl AY A 2, %

FEIAIARYT CD133 " a2 HoA H 25 L,
3.1 HEEUHME

ACI33'%7 2 — Pl A TR A 5 b 8 9 B L 1
( monoclonal antibody,Mab) , 5 CD133 Jg sk it 4 3L 1k
FAERA O, P A BB G LB 8 I
I B A A B I 6 3 1fi T 40 g ( hematopoietic stem
cells,HSCs) H[1) CD34 bright 4113 #¥, LA K% (A 155 20
MR, Yin 45 R [T A CD34 241 a4 Fl 52
ANERAT T, WSO A /N BT 2 A 5 /) L R 4
LRl B, AR HDBL 6 it X 2 A B 3 2% SS9 B i AR
SR JEBs b TR T A 20N B PN B AP R R 15 3] 4
{EH) Mab AC133, Mab AC141"*°" FI Mab AC133 15
AHIAI ) CD133 Hp I, {5 2l 5 AL 7 s AN [R] o 3 1 b



2019,39(5)

FEFTIH 2 . CD133 ( Prominin-1) (925 H I fE % H A1 CHE Pk B BF S8 109

Mab 2 F i3 FI 94T CD133 $itdk™, & T4 i
AP A . Mab 13A4 J& Weigmann 45 /N U Z: E
0 B A 2 DR B P, P DR BV A L 5 /S B i R
A O e Sl W R s ad B e B AN S
RENHTAR, 13A4 240/ RS L Mab, %78 &4
858 N . 115kDa (B CD133 B 9. C2E1M 1)
A CD133 [k ( Z R 5 507 ~ 716 fif) =
A —RoB BTN CD133 Mab, BB 45 & 40 i 2 187 42 K
WEELA0R CD133 Jf- 400 ] Frk J5 40 J0 178y 184 5, G2 000 J52 I 240
Jfises UST 4ifigrh CDI33 A M Rik. & C2E1 Hipfk
FEAHT, BT AN MR UST 4l i A K ] CD133 )
FE L R U Y BN FE T AR CD133
FEIR [ AR TR BRI L

BEAh A B FE N B O P R A AR il Mab
AC133, il Lang 25 F| ] 1311 k71 AC133 Mab 3k
A 1) SRS AR R BRUASE TR v (3 25 i 98 e gge T 40 e, 45
K BUAEHEAT CD133 " A1 A S+ Fh RS AR AR B P R e 1) -
AC133 Mab (BB BUR (HEH T CDI33-F RS AHY)
Bl S BEL T S Rl B A 0 1) /DN B R K B R B T
AC133 Mab, Z55L08H" 1-AC133 Mab JE % a5, - H
AR SR e R . R UL, R 45 B R SR R
FEP TR AR IE AC133 Mab S #8124 i 48 i 8 1
YRR — i W AT P, A AR AL T —Fh R A
1P RUE CSCs T T3 .
3.2 JEmEENHmE

Feik CDI133 [ W 4l M 78 53 Ak Ja 1 T 2 0w 4
i, CD133 2 1 A H LAkl /b, i OWE S Ab Bt 1A T 1 ke
T3 4 4 S Ol T T AR e ek A R S R
CD133 JERE AL AL — BTk R A8 i A . 2005 4,
Florek 2" fi £t —Fh G LI , A5 4% 49 «hE2, ohE2
5\ CD133 [ SR sk J Gly240-Ser388 A H.AE M, K
JELH CDI33 (AR R AL, HAF — 3219 &, Mab
AC133 TGk K I 21 ik v CDI33 (i 3k, 1 % A
ohE2 UAERG ] CD133 45008 UM o clone 77
EFSt CD133 8 FH Y 180 ~ 380 1 FIES 612 ~ 765 {3 4
FEPRBRIEVBE T B 1 FE 4 9% 45 B Mab, ¢ 5 M U ok
B CD133 4 Jd A0 25 44 5, 10 A S J0E B 1k R Air
HA10™ 2 i A BT 25 10— i 0 A, 8 s B 1 e
HUAA (antibody phage display ) X EHHEALRY CD133 34T
S A B O SE R AR RS AL R A sE B, Bl HATO,
HAL0 DLESERI 5 CD133 T4k Ry AR Bk Ffr4h
G, 38 3 G A AR A R AT X A A A T T 4 R R

FE ALy CD133,
3.3 Hfthilk

B T ERBUASN , AT A T HoAl CD133 AH G
Uik EIFR R HIHE B 5 CDI33 M 1 iy M b R A2
s e SR OBE . B, WeB3CT™T & — 2K 41 A
CD133 A1 f#) FL Mab, 12 %] A CD133-1, clone 6B3 i
clone 9G4 Wi FliFi A CD133-2 Mab, 15| CD133-2,
Hrp clone 6B3 REIG 5 ASSHEME 1 1M1 40 i &R U937 F
NG5 7 i 95 4 B 2 SWA480 [ AE K-, clone 293C37% 4
25| CDI133-2 [yHt AR Mab, HF 45 5§ 45 8 &
FLANAL, 20145 Y2, CD133-1 1 CD133-2 j& CDI33
FEPR Gt PR BT Ee A, ] CD133 AN, — 35 22 5
1E T CDI33 ff) mRNA F % WA B4k 4 2 T 3,
CMab-43" S35 48 S IF 2% () — Ff 7 B 4T CD133 Mab,,
BHIFA 51 E iz F i U4 AR | Western E[T35E H1 4 952 2H 21
2z A e 7R, 45 5R R CMab43 £ X) 4%
PRI IR A CD133 HAT BURE TR S, R A 36
ik CD133 {1 iE 95 #243 B7 v a] LA ] CMab-43 46 il
CD133,

4 CDI133 YHHEXMHAR A%

4.1 CDI133 WA I EFFIIESHHE

CDI33 (1 % AR i T AC133'21 13A4 Fp1
chE2' S HTIRRT CD133 5SS UMN . 78 5 Bh BT 1A
AL E i) DLE— 0 S0 T BE AR G CD133 4R
Fo AR IEA S TUIE 73 7 S5 2 H A, 7T LA
srEsalifk CD133 & s M ] Western B34, AT LASS:
HIE CD133 25 [ A4l 3 5 F) T A DB v Ak CD133 28
H, AT AR E CD133 5 A AL A 5. %) CD133 ()5
HIE B3 BRI 1 BT 25 4 1) B 5 32 S8 3o DT 5280 U7
43 B AN M B 4 2100 s RNAPY 0 SR A ¢cDNA,
PCR L 43 Hr i i€ CDI33 19 cDNA 751 5 i 7K ¥ 43
M, 5 TR A5 4 B i /8 CD133 19 2 (1 7 81045 B
[ )5 A F Genebank/EMBL %5 % J72 8% 3 {5 By BLAST ]
2%l 55 75 NCBI/EPFL HB 2000 LUAZ HF IR A1 86 1 5741
HAR, B CDI33 8 1 o — AN B TR B IR
CD133 7E4 i sl ZH 2 b Y 70 Ais 2438 1 Northern 2858 |
PG TE 20 it 43 1% ( fluorescence-activated cell sorting,
FACS) /B35 4 it 43-1% ( magnetic activated cell sorting,
MACS) G e (0 115 0 9 25 2 ol B 25 S 3 Flo R A3 LA
Ko Northern Z85Z ] LAPEAG AN [F) 41 il 2 b CD133 %%
SR FRIE A, FACS BEA 2O R B M BT iA DL K&
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MACS I 5 i Bk 88 A0 1K B9 23 B 2 o i T B 3 4%
CDI33 " 4R R 5 vk . FIA CDI33 By AH &4 5 1k
Pk, IR B S e o e G 0 S e UL 27 0 18 TR )
B AT G, A R AR BB T OB
SV R, AT LU 2 CD133 B3Rk KA, iX— 5K
BRI BIAERTFE CDI33 A MW HITEZ —

e Ah, CDI33 Je [H] F BT #2728 14 i % € w] F)
CD133 #5 [ 17 I /F 48 £ 72 dbEST 4 & b ik 47
ThlastN 48 R, Jfi 3k 5 CDI33 3 H 25 UL 1 )F 515
CDI33 WIAEJA S 1 %5 W] A5 1) NCBI K "
Xf CDI33 WITSEATAER cDNA JF7 51 R385 51 b 25 3k
LRG0T, IR AT CDI33 YRR 1 e s N 45 5 1ot
SR BE HY IR 31, B S #E— APl ad cDNA g |
Northern Ef1jfi \PCR \RT-PCR 45 J5 12 B ik 9 #2748 (& F1 mf
IR ST IE R . NUIREH B AL  Western E135
B 3 A 0 T8 R/ eSO e o AL SR AR W
T SR L A 2 R 7 S TR 0 A B AR AR KT
A S BB E AL RIS AT
4.2 CDI33 {yIhEEFIHLHI T

NATTAS CD133 Ly RE W72 38 A B0 JHCRE A f) Ao
FOK & BLER R Th i, 3 B SR A Y R
i) RNAL Y SR LU IR s %63 CD1335
Wi AT R A AL AT CDIS3 AR
19 R A/ INBRUIRAG , A A SR 22 MEPE /N B, AT 2%
CDI33 B REP/INBR 5 5T ASIRIE R G, 3 2 R PR e %
fiti ( neomycin phosphotransferase , neo ) &'’ | lacZ-DTA-
neo'®’ _creER™ -IRES-nlacZ-PGK-neo ™’ . CreER™-IRES-
nuclear LacZ &7 8 CDI33 (AN BT-2 K3, LIl
CD133 ™~ /N F ] CRISPR/ Cas9'™*! R #fL [ CDI33
HIZN T 10, LAcBR CDI133 B9 Fifi)e nl Lt — 2l
e 0 Western E[135 \RT-PCR 34 | 41 I T- 46
NS5 S50 T BOR VAL CD133 (4235 73417 LA N 200 i Fi 4
LI RAE DL

XfF CD133 (AL BT, AT 3 i e 0 5 G i
YLTEH A ( chromatin immunoprecipitation, ChIP ) '®%
WEFE HE e CDI33 SR BE5 4 8L, IS5
RNA %5 P % AR (RNA immunoprecipitation , RIP)
IEHME A S CD133 mRNA AYA] EAE 5 AR AT e 2o
AW {5 L 2E U AT REVE AT CD133 1) miRNA 454
B SR 2H 23 A R T 1% miRNA AT B8 19 2 ) 27 D) g
CDI33 ARG A TRF L o 43 A O A X S P AR
R RIERE A o et dl o GRS o ARG TR

CD133 [y~ Ui S HL R R 245
5 & i&

[ 1997 4ELJ 3K, CDI133 F CD34 * A HSPCs % [fi #
RBE , NMITxE CD133 (9 78 8 A HH it . AATTIA
] CD133 2 IR 35 JE M 2 11 Prominin 5 I LA,
A LA Ay e 1 440 6 0 e 440 i 4 A 5 4, CD133 3%
IR I IS R VR YT UG 5 REAE O, CDI33 R LS
L2038 B A5 T T R R0 S A R S R RE
X R RAFUS T CD133 AHSCHRR S HiAR it A
PAKOG LR 5 S B 1 BKCF BB gE . (HE,
MATIRIHT CD133 % 78 Il T 240 e sl 3888 45 & FLflAR
HY X 15 CDI33 B AR R R s AT
CD133 5525 Ffulfh PR £ 156 3 B2 R, R 136] CD133 A
Al RIS VE R, (B2 BRI i — 22 PE Al CD133 1)
HAKThRE, M e KBS EM . 5340, T CD133 1E43
AL RN A 434k 40 i rp 38 R 2255, OF B CDI33 i 20 i
AT LAG &P , K CD133 " 20 i 2 5 LA R IR 4
(R TREUR 20, LA & CD133 REZ 1K CSCs 193 Fl A7
BV SR AFAE G 1L BL Ak, BRI B 7y INL A7 & 31
CD133 [k, {H H A AN TE A& 2 il INL % MR b 240
Feik, HIMERKTEE £ 19 CDI33 HilR g i & ik LA
J& L BRE A R AL SR R, 3k 4 ) 2 A ] i
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Advances in Studies on the Structure, Function and Related
Antibodies of CD133 ( Prominin-1)
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Abstract

CD133 ( Prominin-1) is one of members which are the five-time transmembrane glycoprotein

Prominin family. CD133 was originally used as a specific marker for the screening of human hematopoietic stem

and progenitor cells, which was subsequently used to isolate and identify specific cell subsets of various cancer

stem cells. Many studies have shown that CD133 is a prognostic marker for tumor therapy, interacts with

substances such as vascular endothelial growth factor, participates in signal transduction in cell pathways, and

plays an important role in maintaining retinal morphology and function. Depending on whether or not it binds to a

glycosylation epitope of CD133, antibodies related to CD133 can be classified into glycosylated antibodies, non-

glycosylated antibodies, and other antibodies that are not indicated to bind to a glycosylated epitope. The recent

years’ research of CD133 was focused, the Prominin family, and the functions, related antibodies and related

research methods of CD133 were reviewed.
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