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XA KRR T 2
(P RS R 2 B J ) LB B e BT o, B 1000455 2 B #RBE RF RS2 B2 2 4% R, b At 100069)

HE ¥ RIK(Cajal body, CB)# L ILT AR £100 % 477, @ A 5)iE 105F 9 A R RIF R
MR, T RBBTT EA NS FARA LTS G. 1AL EZ R EZHEA KX —, CB
AmRART R TSR BLE, T ZEETHFALAMG MG A, VLR T RINA KL
IARFELEH), H P p80 Coilin® & R CB& A ¥ # e 45 - Ar &4, CBO Y FHRT A%, 226
A EmRNA HATE . AR ASnRNPHIZ IR S & & Jit 649 & FP 404>, vA % snoRNAs. scaRNAs
Fo peAD X Z A M. sboh, — KB B R R A9 45 KB T mRNASAG 69546 F &8 B T4
Bk tm 0,3 58 Ae 2w 0 JB) B BEAR K 69 Th Be T 5, AR LA TCBX ¥ & B2, HF, snRNAs.
snoRNAs5 scaRNAsH 14T ZRNASECBY 7% B & 49 R 3 B A 5RNP#G LK., # Etkania
KB 0 L 3F VA BALE G IR B 45 69 R ILIZAEEARR 21 T CBEY T 5 a6 R 48, dsb~=T L, CBS5 %
FORVHR. mfREIe. M AT — R I TR Mt A F RGBT NIEL, B Lo fefe
RIS FARAEAR T E IV IE 69 K AARK . XA FANCBAR KA A R AT 8L 4 Bl B, & € i16CB
HEME DAL LS RRAOBLEKZ.
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Cajal Body—A Nuclear Organelle with Sophisticate Functions

Yue Zhixia'?, Zhang Chenguang?, Ding Wei**
(‘Hematology Oncology Center at Beijing Children’s Hospital in affiliation of Capital Medical University, Beijing 100045, China;
*Department of Medical Genetics, School of Basic Medical Sciences, Capital Medical University, Beijing 100069, China)

Abstract  Cajal body (CB) has been discovered more than a century. Nonetheless, it was only lately identi-
fied for its complex molecular components and sophisticated functions with the research breakthroughs of the past
decade. As an interesting and dynamic organelle in the nucleoplasm, CB widely exist in a vast spectrum of higher
eukaryotes and is characterized as the globular structures under the electro-microscope, in which the protein of p80
Coilin is a distinguishable molecular maker. Various components have been identified in CB, including the nucleic
acids and snRNP complex needed for mRNA splicing, snoRNAs and scaRNAs with their associated proteins, cer-
tain transcription factors required for gene activation, protein factors for mRNA modification, as well as the key
molecules to regulate cell proliferation and cell cycle. CB is known as the exact site for snRNAs, snoRNAs, and

scaRNAs maturation, and it is also responsible for maintaining the length of telomeres. Hence, CB is believed to re-
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late closely with cell cycle and the proliferation, stress and aging of cells. The abnormal function of CB is suggested

to associate with disease processes, such as tumorigenesis. This review summarizes the latest advances of CB-relat-

ed research, and discusses mainly about the structure and function of the Cajal body in connection with diseases.
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N M Al R T AN B S R, AR T EA%
Y JLF- AR s AL S o Zdin A2l R ek
B IAMESS 7, Fe o 2B B 245 i 5 45 SR 0
I T B R SE R4 5 2 ), AR AIE 5K
JEDNAK H. RNAK . mRNA B FAZ A
P AR S — RN E LA AG s AT 3. BAR A
T A% P SEAR L5 40 5 2 Th e &8 T HRIE
NI T i, SR T DR I IF R IR, 40 A sk
IS AR Z 50 B A1 B AR R 4G R, 6 IX S 4 i
A% PN RS 85 K0 1) B A5 7 A B A L ) PR V6 FH RIER &R AT
HIE R Z SRR o IR Se 40 A% Y 1 V.41 i
S R B R A % N AR B 44 (nuclear body, NB),
R B 2R 2R R MIRNA M L SR 4 R, 5
P A LA I 20 88 A7 BT AS ), X e % AR B AT
AL, A DL B Bl 2 1 4l M 2% 45 M TE 20 i A7 AE T
YFFE DA AR EE T . 9 AR Y LR
eI HE ABR B F BB R PUIEUR S M A% AR IR 5
G N K I T e NN o A UB LS e T2
FORFEDNREII AR YR 4 1, X EAT 2 ) A A
FHFOAE BRI R AT SIS IR AW . 4k, R
W JRA4(Cajal body, CB)RA %A% 85 52 O FL
FUk eI L5 R 2 —

1 Cajal bodyBy% I

Ramony Cajali& <M /K AR K 4] K I - 1903
4, M Cajal AR JL i Je (5 o 2 40 I B, 40
K% I — SR g I S b, AR S SR IE i,
DA T At A 3 ol 285 R B Sk A A (A Bl A (&l 1a). HH T
I B AR BR SR A= 2 TR sk =, 6 T I Fh
BRI B AR B AT TSR I AR BT RE, 045 24K RE
WIRf. ML LU, 19544 55 [ A Gall e i 97 15
UG A 5 A A% 1) R TR SR BT, -t 0 49 380 5 4 i
B AR — R AL B G5 1), JERR 2 R BkAdk. 2
Jei XA N R IAEWFLEN ) 40 i 3 1) Mk h A7 70 A 98
LA (coiled body) ¥ e, 76 HL T WAdEE N & 20—
S MR . 0T BT X SR AN TG A 2 4
), KDLk — H %A A BRI [0l & e AT AE 40 i b ir

Cajal body; nuclear bodies; Coilin; snRNP; telomerase

DA . NSRS AR I 22 15 2t
RBEHCRII TR, AEREE MwFTTh, AT —2E 0 5
GBI R P o3 1 RIS, B — e 4
SRV GEE R BUAR . A5 B T 3X P p A4 v & B,
WFFEN SRSl 5 R AR B U ) 4 1 4t
Ji, I Ho¥s 2 fy % M Coiline A ANRHT IS, WFUER
AT Cajal, Gall ke AN T A B AT M % A 45 44,
B & AR B ) Coilin, AR5 BTN 2 H2R 1B
D TEANEAINESR 7 S4ch A E N B A R N TE R T
KAV AL, [ O4 20 35 Fe e W1 A L, 12 Cajal
body (CB)#1EE A G — 1 412,

2 Cajal bodyBIFZ 7S

CBJ ZAFE T 5 SO AW 40 A% I, A5 F
Bi N RIAERTEH/IME, HARZ10.5~1 pm, 1A LA
BRe NP BB 7 LS bRac J= 1 [ < 40 i
BT 4 i, CBS AT S 30 B 52 A 9 2R ().
CBIPE s AN IRl A1 2N L K 41 i oy Ak By
BRI T R e As . — Uik, FLIRNA I CBEL
T TR IG, S BE A A0 BRI 23 A R 2
Do TR A SR ARG M, — e AR S PR
4B, VLA, AR oA PR 40 i 25, CBIMAE
WL 2 . CBIFIE R /IS [7] B 52 21 40 o ) 91 1) 5%
W) A 203, EGY/SIATTIA B i K. CB—Mi%s
AEMB R A AR 2R, P 2 2 ek R O A4t &4 e )
DRI G SR /KO R T K35 . A7 K2, CBIV 41 %
S8 AR A 58 A 1), JEAE AN 2 24 T AT DA
AR KBRS, LA RS LA um/minff) 18 26 27 B
A% . FELEDLR, AN ACBIE W] BRI
AT A, BLHE TR IR SR AR, AR b R A il
A, B I PN BRI/ A, P A DL Az A ol
TR R IE )5,

Y5 CBIF) X B B 43, p80 Coilin#k [ /2 H b &5
AR E T, AN HCBE E bR &P,
IF 2t T-Coilinff) & W, 143 5 T-CBEH 115t 41 (1) it
FAFLLR G R . H BT AECBH BT R B & 1 5 Ak
4y 2235 L, X TR [ 5O kA HLAE SRR AR TE
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A: Ramony Cajali#] &K H Cajal body (") FFi; B: HelaZll fu CoilinBit /A& (¢ (1) Ha i 5 6 4 t4(40%), DAPLIAN AL (K ok B T Pz L %, 2013);

C: Coilinf{) Ll REG R N W AL A2 i3 (R A8 275 SCIRR (6112 1250)

A: the original drawing scheme of Cajal body by Ramony Cajal; B: immunofluorescent staining of Coilin (green) in HeLa cells (40x). The nuclei were

stained with DAPI (from Dr. Ding laboratory, 2013); C: the functional domains with known phosphorylation sites of Coilin (adapted from reference [6]).
Bl FMREESSREMER D F

Fig.1 The morphology and marker component molecule of Cajal Bodies

JAF R o R A SO B R, BE AR A
— N BER G R AR AR A% P R ORI A A
H R Z AR ) B B/ S, CBH [R5 7 5 5 A
F (K% 2 ) o i+ 22 PR R A B i s IR 2 o TR,
1 T2 Aoy 1 1A A2 I A AR T 58, 121 1)
Yy BT A AEAE AN ICBZ TH], AT 4ERF K 22 4L
CBEY AN LB A4 A7 NS, X LU 55 4
AR SRABL oK A5 b iR 5201 18] (R it KA Y,
IKAE LR B0y 1 5 7K 95 TF, A EIAS AL LAYE 5 i
i, WBE %, CBl L PG R iy, 2
FLE5 R T LS YRy 1 REIK 15 MDalf) # 28 Bl 0RL IS
o, fEEE B R BT AT Y
5K R IARBIE

3 Cajal bodyBJ 4> TR RX

Coilinj& RIG /R & i F & WA E N Z
—, W F T % 2 CBIW B oA WA AR (K1)
N 2K () Coilint [ 15764 A HL R 411, 7> + & 0
62.6 kDa. Coilinf# i & 14 /& 52 e 2L 7% 2 1) 3= 225l
PR B R Y, e B 7 41 vh 2/ 5 17 ety
WAL I B BRI I . BP9 RN, 58 & CBIA:
i AR L, B AR 40 k% N I CB i 4 /b, H.Coilin
R I B AL IR S . CBIEMI & R AE i
I, T M CBAR I ), Coilin B2 A0 F2 5 G BT 8 .

BT R B, Coilinf) 8% 1A & FE /8 7 41 A7 45—
ASTudorff 45 K 45,(460~560 aa). Tudor4h £ 15 & h
2100/ 28 HE TR ik HE A0 B DR ST 1P 91, 2 thS 4k
FEE 5 i 0 B 1) P AT B4 B K B AL ke, P W S ) A 2
SER AT 45 G WU R P RS 20 1R« Tudor4h 14 302 A
S T O FLVE I L Rz —, mT e
By SN I 45 O S LU B (U, 24 HR Ik
T 4 I Tudor & #4) 38, 7] I, T TopBP2. 53BP1%% H %
3o s 84 o A4 A7 2 R 4 [ (survival motor
neuron, SMN) [ F£A7AE AL FI Tudor &5 #435, JF H 5
snRNPA= ) 4 ik 72 i Smiak (3 1 kS &R Bk 2 11
X FR AR B A B A DG, 4R 1T, Coilinff) Tudor4f
A0 A i B FR A TR RS 0 2 A B A, 42
7~ Coilinff) Tudor4 #9355 SMN) Tudor g #4) 33 ££ T
Re Bl e I AN H. A2, {7 T Coilinff) Tudor
SERIE B A7 AE— PRGHEL(RG box), &4 % Fx
KU SE AR TR 28 TR TR ik, 1 S Rk 2 1R ik 5 T LA sE i
Coilin5 SMN A HAE R,

CoilinXfCBI & i e e o0 1 4 ik, LA &
NS HINBEM RIE R TR, BN bR 2% 2o,
coilindit Rl 2K (1) BE 1 46 1 ity K 2= CBIF) ik i, AN
SE MR iR 10 & AR, A1 Bl RNABY 2 19 B [ Ak 24
snRNP [ H k25 coilindi PR Rl 4% (6 /) i HH B ™ B
(1) A= 5 e T BB, LS T PN A0 G 0 I 1 i R AR
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PR T ARG, WF9T R M, CoilinFe 45 &
SMN L A - FFSmAN Lsm £ [, $& 78 HAJ e #EsnRNP
1) 4 2 B AE A rh R A N D e R AR ST R
71N, Coilin {25 405 45 [F) Y5 E DNA ) R o 14 422, 0k ifif
5 I DNATR 7 )5 1 40 Mo % 7. e 4h, Coilinn] # &
LUTARALE TR BRI 5 S A 2200 X, HAEUV-CIE
WG T U/ N R R, 45 B3R T Coilinth A ml e 7E
DN A% 55 s Wl 4% HLA R A

4 CB7ERNPHZEhpyIhAE
4.1 snRNPHRYEH A%

Coilinff) & FUAFCBAE I i fo J Y € 11 I 1L 34T
MG ARPBFE AR, CBE A% M/ FRNA
(small nuclear RNA, snRNA), snRNAJE 7% 100~3007;
FEIRNA, HRNAZE GG 1T 8T 2 B, S mRNA—
FERTRE NS, 25 S B A MAZRNARIIN .. 75K
SRS T, snRNARIVF 2 8 1 RES & I % N /Ny 1
F W% 25 1 (small nuclear ribonucleoprotein, snRNP), 2
L mRNART 4 (pre-mRNA) W B £z, 42 A mRNA «
snRNP1) I T AT FR AR 3 52 4%, J ) 2 57 B CB..
snRNA 5 CBIW 45 & R sx i Bosh & k42, CBAHI
U2 D] 8 TR I 2R M T 12 38k RIS o5 PR 3 SR i 1, JF
% Fpre-U2 RNA U Y, 1M HU2KE R332 2k ]
DLSE A RO B IR R B 4 5 IIsnRNA T fE 2%
ACB, Jf1d &4 805 i K- FPHAXFICRMI, 2R )54
snRNAKI% 2 40 L . 75 40 M, snRNAK A3
i 18 1 N SR &5 A 68 Ak, SR A SmiA, DL BB
X snRNA T 507 38 N 4H A% A& AN v Bk 1. ax 2
WA I AS B snRNPAS FEIREANCB, JFEAEIL S &
snRNPAF 7 1 85 117, 18 i scaRNP(small Cajal body-
associated RNP)5¢ il snRNAMEN, $5 545 & A% 1 1R
FACFIE PR AT Ak, B 20 1 e 10,

U6 snRNA I T o B2 ) 2 4 AN A, At tHRNA
T8 G BRI % A B, JF ANt 20 40 i 3 v . U6
snRNAJE K] J4 BT AN A7 ECBIF R4, X n] g2 A
USRI KA IEE, AReERCB. 55— i,
HoAth 4% DIsnRNAZE K, Wiu4, Ull, U124 5CB
FHIC, PEZRRNAZRE A B A4 17 91 ¥ 22 313X P J7 THI
RIZ AR EE . U6 snRNPEBISART3 2 [11E ACB,
IE 4125 AT T BE I U4/U6. US tri-snRNP K A7 2L (1)
BYRE I N BT AT, 14, U6IE I SART3 5 U4 £,
JE 1U4/U6 di-snRNP [1] 9, Bl J5USIE 13 Prp314E

G52 %, B TE Mitri-snRNP, A BY BT ik
202, BT EEd R, snRNP R A xR Pk FE 20, S35
U4, USHIU6 snRNP) 45, A 1H FF ik ACB, Jf
FRR B AETE fitri-snRNP, LASE R N — By f2d . U2
snRNP (11 L 20 A8 [R] A AT LAAECB A1 58 B i 4 W 4%
Fl. PR, CBJ&snRNPAEFL A FHAEERF FH (137 it
4.2 snoRNPFlIscaRNPHI4E I A4

CB™ & & WAL F & (1) HARRNP A A~ /M %
Bl % & 11 44 JRL(small nucleolar ribonucleoproteins
particle, snoRNP)FscaRNP, P 1) 45 £+ A1 D BE Lb 4%
F21 . snoRNAT] LA A7 C/D &L 8 # H/ACARL 7 71
TCAE, X P U E A5 snoRNP I A& 1 20 1% 2 H T AT
P fE. C/DiEsnoRNPHE T [ RNA 1) F 54K, H/
ACA & snoRNPFE FrRNAFIU6 snRNAKS i& #% 11 1R
1 M R 1F fb. scaRNA(small Cajal body-associated
RNA)fE B [F] I 5 A B3R A & 18 7 91 o
scaRNATECBH SR 4, H 70 5 1) A 3t % rh & A
BYFE A [F)snRNA, X — & 4 i 74 1 /ECB N 58 e
scaRNA &3 — 15 P IICABL 7> 41, nl{F h HA-CB
()5 AL A S, T BiscaRNAZECBIR 3& 24 52 1Y, 7
A, P A1 AT LA i R s 2R 44 2R T (WRAPS3/
WDR79/TCAB1)FF 5, 1My b 2 11 X i scaRNATE
CBHHER T b 75 U6,

snoRNAFllscaRNAH 1] LA M A8 57 ¥ pol T )
TR BNk, SsnRNAMIALL, A5 7 o 0 L 485 4
FE A7 snoRN A 5% )7 51 (1 35 R 5 41 g A% v (1 CBIEE
REZ, WK, snoRNA. scaRNALL A B A 14H
KN E VT AECB R A7 A8 3 2 A7, R ECB W] fiE E 1X
Filr 6 BURNP (1) Bl 20 B b R A . AT JE 3
X % fsnoRNA, m7Giig # CBCHIPHAX A [146
S, I EIZ RICB, fECBH 4 B LA G 7,
Fh R T B . 3R w1 DL & Tgs 11 15115
B k. SRJGCRMIEUACTgs1, FEBE B 2 1)
snoRNP AL $IAZ /0718, Btk 2 Ak, & 1ok
fJC/DATH/ACA £snoRNAW & I 5 Tes 141 ¢, H-7E
CBH AW 21, $2 7% 3 A7 WE 45 74 () snoRNA 1] g
TECBH A I B BL. XM, T EA 1625 m7G
8 25 1), HAECBh #ia (1 77 XA A TE 2 . scaRNA
A HEAECB T B, A 1/ECB )38 A7 tHWDR79/
WRAP53//TCAB1#E 175,
4.3 AL EGHY R PR RN R B 4E Hr

Ui R il A RNPIH B AT 4 5 i R A B2 1R D) g, A
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AR RN, B ZFERIERE. AW
Uity For [ RINP A 45 iy Fi7 BFRN A (telomerase RNA, TR).
Uiy F M ¥ 5% B (telomerase reverse transcriptase,
TERT) R HABAN S ER (1 . VS AE T 40 B 90 v i
5 e, AHAE NS 4 i b, TR &I AT & 4
TCB. TRI¥JmRNA HPol 11#% 5%, HATm7GlE 45 4
HHPHAXER g0, M, HsnoRNAZSEL, TR 4
ZHEICB. A, B HES Do FIEERNA 3" A i &5
— /MR SF F)snoRNAFEH/ACA S5 14 35, 1X 4 7R TRIF)
A 5 snoRNA—HE, R AEFECBH! . - i
i R BERNPHIRNA & 45 TMGHRE 45 4y, PR b 15
i tHTgs 1 FSE B Mg 58 . S92 b, XF AR YT oY
(RIRIEIE R B, 28 YehRic TR & e AECBHHERL, K5
HEARZAT, PR TRAE I 6 X 5k 5 il et 22
H, 1 T CABE& FIWDR79/WRAP53 %5 [ () i BIL, 7E
BN I, A TRAR 5 {7 F-CBPY, Ak,
T HESNPITRIZBR b J& —FliscaRNA, {H H 1-& [f #E
FP B S5 AT AR 2 RNAFR AN & 2B B b, AT 6 A H
HIRFRNABMIITIGE. A BR1))E, TREECBIELN.
TE40 S8 I S AR I i W (%, Jm NN TERTHR.7E S I B
FAZEFICB. ABUTCBAN W] X 1) T A7 43 7 AH AR H,
TE B Dhe i i, S8 5 B F8T 0 A Famkr L, 56
i oL ) K 2,

CBX¥ uii B BFRNP [ 41 2 FL A7 e VAR Ik 2
AR AR P, 5 AN B . AR5, TR A
REE N T-CB, WA fig [l £ s, 5 BN 7R 40 i sty b
JERAZ . W 58T (RIS, 3X AT BE A A 2 i R
RNAFT A, 1 A TRAAF I AN 75 ZECBK 56 Fil iy
FLIR LK 420,

A LAY, 10— IR 22 A B CB S H A
Mo 2 AR AR, 9F BRI H e 2
Fh gt AL BRI R AR R 0. IXSegh ) K2
i NATDOSCBI) A= 427 Ty Rl S E R AR AE FH IR 43 1 5
Bl S A RN A T ) T i
44 CB5HLBRYEZE

20064, LiuAh Al [ [F] ST 5 S b (R CBIN &
DAL — A 20 B A% A AR PR SO A% AR, BT i
AT B B R Coilin, XL ABATT U7 snRNPAI
U85 scaRNA#Ric. CL4H, U7 snRNPAE K JICBFY K
U b5 B, USS scaRNA W] A T b ic S g S241 fg 1)
CB. A BRI, 75 WM & P2 21 U7 snRNPAI
U85 scaRNAIA) B AL I 20 A7 75 T 4% P I AN BT 11 4

Mi#%. BT LIRS, 5 47U85 scaRNA K 4I il &%
Nk ECB, 1M1 # 47U7 snRNPFI 4l g #3 5 J& FA7
T25 Pt AR I A B SRR OG, PRIAR & 4 8
FE K] JB& {A (histone locus body, HLB). 4l %+,
CBHHLBAFAE AL € A7, P75 P A7 AR KR D) REIEG
%. {R MR, Bongiorno-Borbone*s? flDarzacq %5 >/ ijf
FCR I, CBAIHLBE M 313047 40 i v 2 73 AN AN A (1)

HLB Y5 CBAF AR 73 1 A By, 84 i
(RO R WA e ? HLBH 75 A7 41 8 1 AR D R 1
#7431, WU7 snRNP, [fiCoilin/&CBH) FE i 5, 1F
PSR ZN PR, CB & U7 snRNP. Ak, H
HIWAHLBHMICBWN [ 73 A7 AR b5 P 3L E Ar . AR
AN R TR RN, IX ML A7 1R A= 52 4 e S S
W, AR 2 R DR A sk R AR ST, AL e A I %
o Coilinfl R IEAFLMTHLB, 11 @ EHLBH 115 T
NPATE{FLASH(Casp8AP2)%5 il 2k, N Coilin’E fi7. 4>
IR AR . HLBFICBI AL o 4o A o] 28 B 3 S H 1Y
AThAN R 1T e,
45 CBHIEBRINNFHRR

Az g 0 G R, CBR AL i b 1 45
Ko 1735 40 10 B 2 A5 W 5 ) e IRCBAL T8 25 4%
PR, HEAAES LA m/min 5 5 25045 21 it
o CBIR/INFIES Al 2 W] ARy, wT it 40 i 390171
SR 7R 2L IMB, CBSE 4 0 filf, 7 22 5r 34
SERUE, TEG AR ST IR, RPN
TS, R, 7E 4 o B o e LLUE BCB,
M AE N HCIR A N CB R LA Ko B s 4 il 771 BRDNA
P AL BEA f, 5 AL s Am i S, CBIH 2%, Ui
CBI1)JE MRS T4 S 14T 1R e S RSP, 00361 40
WL 5%, {ECBINIE A [F)snRNPYE /D>, BT 27K F R B4,
10 IECBHIsnRNPJk />, FECBAEER . WFRCHER, 1&
N RNATEHE G AL RUR A (R CBRS A% EH, T
VF ZRNA K Z PP [FIRNAZR REAE HCBA I i
U5, DRI AHEN, CBAZ A4 B J8 ] LA VF 2 05 8 RNA
A B AR TR, AN A B RNAGE &
AW

1 HEA™ 20 i J) 50 5% 40 10 % 1R 3 A 3o R
SCBIIB) J1%, $7nCBI 4L e FIYERF 52 ™ 4 3
CoilinfE4EFFCB 7 BEVE R 5 G PEAE H, i CBH
Z R4y 1 AR BAE HD 4EFECBIF S8 B Mt &2 00
L AISMN. Tgsl. WRAPS3FIUSPL1 SUMOS#
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JHRC TR Bkt ok ¥4 45 51 Coilin i 47 5 #7923, Coilinn] LA
W AR R Ak 7 AT B S E 1B M. Coilin
W 2 R R T UR ARG FR I — AL, X2 5 SMIN
WA EAEH AT . #ECoilin F 3£ A6 7K P 19 41
i, SMNFEASE 7 T-CB, M & L BLZE ST [ IECB
X, #K A gems. gemstEHF e 4 My R AN LA 2
WS R AR, (EAE N2 ) 5 CB R — N 1
A, X LR CoilinfE 7R 4 58 45 H 364k, 42 /D76 41 i 43
ZLANE X AL, (AT 75 SE 50— DI TERY . 14
A0 3 R, Coilin fF i R A4 K T A2 40 35 K, M3
BRI e, S ICBIIMR R 5. 51k 4
JRUAFEE, JRARAN A 22 R 7 28 FR 1 TR Bl PPM L1 GAIK
FIL M Coilin 2 I = B2 B IR 1k, CBEL &= /D, [F] I,
Coilin 1B R 1R A 25 52 i L 5 CB A HoAth 43 711
A . 28 EPg, Coilindib R 2 M i — 4k
TRV P A B 3 B3/ 2 40 O T 55 CB I i B L 485 g 4
PRI EZHLH

5 CBS&RmIEKAR

A B8 PE WL W ZE 4 iE (spinal muscular atrophy,
SMA)JE —Fii Gtk Btk fn, misshifg ot
AFRERISMND) 44 Pk s kA 51, S804
KSMNE (W N, SRS AR R B2 DU 3 R
TR R WU EAT PEZE 40, AR Ak B SMN & K F A
), LRI 2545 I RE BEAS—B0, e 98 FEUESE, 4 M2k
G0 M A% N 447 AESMNR 1. 40 i 2 Y (I SMINR

(A)

Nu RNA
processing

Telomere
maintenance

VI 22 8 R A A8 (WA AR (W Gemins 2-8), JE 1k
SMNE A £, HXFsnRNPI A &l B0 2. 4l
A% A FRISMIN ST 45 1k 2 B4R b 70 P A% A 4 g v,
RICBAI“gems™, {H #5371 & 1 &, 1281 28 70 1 gems
BICBE, W9 KN, coilin™ /)N AN HI B SMA #1784 (1)
RAEEIE, W ETRISMAJG L K4 86 & I, SMNZK
- BS54 4 SMNTH gems [R B AT %, s s 4
Jtgemsiiit K 5 A coilin ) K EEELT %, #LRiss)
R TECBES M S e T B SMA R A= 193 HL LA,
CBAK 8 P I snRNPAE 1) 5 A= S i DA S Hh 5 R 1)
12 g 4 Jipre-mRNABY $2 7 %7, ESMAR EH K
JHLAE .

75 98 4n i b, TRAF 76 FCB, 3 H ik 46 T
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Fig.2 Cajal body is involved in mRNA splicing, RNP assembling and telomere maintenance inside the nucleus
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