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kA, HRES AREK, RHER, kA
(1 38 S ER R R St 2 O s, 8 5630065 2 38 SCEERFA 2 BB ge R, i3 X 563006;
3 RN A e A R T s B R SR S = R ST I B I A A ST, 3 Y 563006)

W OE . BRI A 2A 1Y C2 iR A (coiled-coil and C2 domain containing 2A, CC2D2A) &£ B &
BEH, S2MAEEANEME MKS &5 F NPHP & &1, XF4Efr i X (transition zone) KIZhAE. &5
VA ETHE SRS RERIASAEWZ RINEOREEEEEBEEEH. CC2D24 HFRRAZ T3 =
T4 B9, G Joubert ZE A E. Meckel £ & fiE A1 Coach ZE & 1iE, AH IS K IFHLEI I A BB %304 T
CC2D24 BRI Ee FIRABAL 55, BHe TAFRRAE S ML, HHEE TEERBIT TR, NEKR
BiANGTT CC2D2A4 BRI RA S B L BRI S % .

XBEIR) . CC2D24 ; Joubert 55 1IE s Meckel ZRE1E 3 21655 5 i X

FEDES : R39%4 XHRFRASES : A

Ciliopathies caused by mutations in CC2D2A gene
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Abstract: Coiled-coil and C2 domain containing 2A (CC2D2A) is an important cilia protein, forming MKS and
NPHP complexes with various ciliary proteins. It plays a key role in maintaining the function of the transition zone,
participating in signal transduction in the primary cilium, and promoting protein transport between vesicles and cilia
membrane. Mutations in the CC2D2A4 gene can lead to a series of ciliopathies, including Joubert syndrome, Meckel
syndrome and Coach syndrome, but their pathological mechanisms are still unclear. In this paper, the function and
mutation sites of the CC2D2A4 gene are summarized, the ciliopathies caused by different mutations are discussed,
and potential treatment plans are examined to provide reference for the clinical prevention and treatment of
ciliopathies caused by CC2D2A gene mutations.

Key words: CC2D24; Joubert syndrome; Meckel syndrome; Ciliopathies; transition zone
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B AT AT ERR
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H34%:

T SRR BR ANy, Wos . PRIGE ARG,
YR b R A, R IR (ks T )
SRR B A0 A (181 7 ok i v 0 8 A R )
WIRA BRI, MgifRmm &, 25k
TRUE A4S, BEEF 0k (mother centriole) fiT
A=) FEAK (basal body, BB) IR -6 22 ) ol Al 22
R, I NEFEMR (ciliary membrane). 4#£% (axoneme)
N2 (substrate) = AN, HECH FE E A
i WA B R A TR AR, Rk Wk
e kAEKKEFERIMES Y, HSE5RBKEE.
Eo i FEYR. FEEMBENRHE S, B
B A 5 K BT 7 BOAE R SRR TE Y, A RO
B A5 5o Tl 22 B 9 X A BB XU A4 Tl 26 il b 2
WMESN, B9+0%8, JFHBSMBEMHENSE
JE R (B )P SEFRIE SR AT BRI 22 2
o £FBI A 4ERFAN R 58 77 B ik i N is i
(intraflagellar transport, IFT) AL F&45&E 24 1 &
IFT W& W IR I3, 3E LB IAA R 4
FE 22U i) 1E [ IFT (anterograde IFT) Al M\ £F B 22 bty
B BIARMI A IFT (retrograde IFT). Y 5% (Y-links)
FE 3% [X (transition zone, TZ) & 4 22 5 ¢F B i,
TR — Mg B BRI, WS B B DR £ B BN BT I
I EEH  TZ XS 2 HEARE AR,

substrate

membrane protein—:

retrograde IFT

plasma membrane

Y Golgi

Meckel ZE51EE A& (Meckel syndrome complexes, MKS
complexes) MI'E HLA7 ' 57 & & 44 (Nephronophthisis
complexes, NPHP complexes)™”. BB il i i1 = Bt ik
T AN I 38 % B J8 45 74 (subdistal appendages) 13zt
S Bt )& 45 49 (distal appendages) 41K .

R — AL TR, 2 R
fle. HEBIBBNHREE R RAE it R KL i
G, WE RSB BN YR B
RANELT B 45 M B B B A5 5 e S B 7T 5] S R 2T B
i U, T BRI DR B AR T B B e RS2 AR 4
GO REB R, DRSS L LT
SENLERBA BN LT BB BRI . X AERMAME 5 A
REAE NI, TEREAG A B LA 52 i 40 AR A % B
Mgnfa g 5g 1k, FEALRRE KM, RALIEZ
BERGHF", FEHRERLY LREES, FH
I AR R AT AR A 1 FEE BT . A H S
FF D BERERS % P WAF B A Joubert £ 5 4iE (Joubert
syndrome, JBTS; MIM#213300). Meckel £ &1 (Meckel
syndrome, MKS; MIM#249000). Coach £ 4iE (Coach
syndrome, CS; MIM#216360). Bardet-Biedl %% & 1iF
(Bardet-Biedl syndrome, BBS; MIM#209900),
Senior-Loken ZE & 1iF (Senior-Loken syndrome, SLSN;
MIM#266900) F1'Ef FLA7 ' 55 (Nephronophthisis, NPHP;

\ ciliary tip
g ciliary membrane

| anterograde
IFT

axoneme

transition zone

__________ g basal body

® O© O MKS complexes
I I M NPHP complexes

< Ylinks

Bl MRAFEMN B ULEIE (SE HartillF L))
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A, . CC2D2AFENRAF S EUN A £ 173

MIM#256100) 2%,

TELF B, TBTS A& —Fh 2% DL A o IR st %
i, FEEELOARRMEEE, &R R
FIRRE R B B . SLALER /MR B AR R
FEITED &3 0 /i RER T 4i & S iR R “ [
VHIE”. BEFNEREZ R, R EERER ; 18
WL Z Y. SR DK A4, e
RUVHBMEER. shiIRE R FFERAELS 1,
1EEANEAE ) L & 22 1/80000~1/100000" . MKS
J2 P B R L [ AR B M 35 A T BB PR R
T B R R IR VB W2 e B 5 RO 2
i (ZNWMEZAR), WA ", ERRM
RIFZHN 2.6/100000"" . CS tJ& —Fh i e o fAk bk
WAL, W ACRER ™ AR BE /T JBTS 1 MKS 2 [d],
RIUNNEE R B A, KEIRG. HLHFKIA.
gE fig e RORT 45 446 17, 5 SOkl CS A2 JBTS 1
e RAERT AT 4l 7 17,

2 CC2D2AZE#FNIhEE

CC2D2A ZEFEM— N5y, TEMRBEFIRLA T
ZFELA TR - ERIE, AT IE R R B R
s HRADAT A R B U fE A, RTAUAR
JRAR B R BRI R R E BRI
Shfg . EERL. DREL. F RO IR B

A CC2D2A H 1 620 N IERR TR A %, H
659 N ILER IR I (40.68%) ZH K o B2 JiE, 215 DE
FERHR AL (13.27%) H4 ST A B, 56 /> 2 L IR ik ik
(3.46%) ZH1 B ¥4 A, 690 MR FEFR IR (42.59%) N
TR i o 2 PR AL Detl 2 A2 RIEREF (Detl
complexing ubiquitin ligase, DDA1). 2 /™% i i jig
1, (coiled-coil)s CC2D2A N Kt C2 3 (CC2D2A N-
terminal C2 domain, CC2D2AN-C2), C2 Z5#yis (C2
domain) N INHEAR KK 4200 (domain of unknown function,
DUF4200)( A AYME B 550 i IEAE BB L ).

BN RKAEMYER T2 CC2D2A. CC2D2A &
ALF TZ A BB (521 TZ UG Kb A BRE A ORI 328 iy
B 2 )11 A B A AR AT I R 5] S
HCRLER S, B ORI I 7 vty B 45 4 5
P, HE IR s L B R A . CC2D2A St
SR 117N BRUVE G S 2T 24 4 i .z vy P S8 £ A ke, A
BB ¥ fE T4 22, i B 4F B R AR L W v B R
GERIAE T B CC2D2A", CC2D2A BN TZ B4
R EEE 2 —, SYERF TZ DhRgie s EEAEA .
1T TZ 1 CC2D2A 53 VURFRA#HBIRtA A7 55 1 (Abelson

helper integration site 1, AHI1). 4 i& 4 5 i Al 52 1
(tectonic family member 1, TCTN1), TCTN2. MKS
9 X Z & W HA7 1 (MKS transition zone complex
subunit 1, MKSI). #5EE 216 (transmembrane protein
216, TMEM216). TMEM67. .0 AREH 290
(centrosomal protein 290 kDa, CEP290) 15 B9 4544
I & [ 1(B9 domain containing 1, B9D1). B9D2 %
R & Z M BE AN MKS & 44 1Y, X
Hamks Y BN BlE AR, 1Eh “4%F
77 (ciliary gate) MY AETHIE LT T & A K IEH 3z,
736 B L1 25 15 £ 9 7R BB A 2T B[R] 1 4R IE W e iz,
YRy TZ W BERRAE R Ve 5 0F S0 R0E MKS i3 ik
YA LT Bk P WL, CC2D2A XFEFE M4
YR ARy S B AR

F4b, CC2D2A 1E 5 E [ (calmodulin, CaM)
TEWIR AT BRI E T8 FER . CaM 2 HAZ40 L
HHBIF I B 2 AT AR R . N CC2D2A 1) C2 45 3k
HRZ 120 MREERA, S 5HWREIERIRS &
MEEA R, ZEHIEAETIRZZ 5E 5K
BRI E AR P LS, A
Ab Ca®" Xof 41 i ST R AR B ), Y Ca”" N
R, FESENRNZER CaM 45, B
Ca™/CaM H &1k, 8iT Ca™/CaM HH M WG 1. 11
FITV R 45 2 330 440 Jf 38 98 1y 1 ) ). CC2D2A Hh 47
£ CaM 45 G HCAR, SCHF T CC2D2A fEA% I 515 5
K e .

IbAh, EALT BB (FEIL TZ #abAb i REF 0ok
V. 376 S P 8 45 74 ) Y CC2D2A & [ 7£ Rab GTP [
[FJEY) 8 (Rab GTPase homolog 8, Rab8) {14 Z&fJ
i MG R IEER . Rab8 j2—Fi/NE GTP B,
5 BBS FHHE &%) (BBsome) A1 HAE LS4 EIE
o FEBE T CC2D2A4 58 A8 FE I JIE g A8 4 B o,
Rab8 . FEHL i A A I IR e L T B R, B
S B B A K (exocyst complexes) Fll 5 5 fith /)N A +H
KA 25 (synaptosome associated protein 25, SNAP25).
Sl A 2 (4 3 (Syntaxin 3) R N- 255k
P V. % SO ] - B 56 2R 1 3244 (soluble N-ethylma-
leimide-sensitive factor attachment protein receptors,
SNAREs) /i FENIRELE . JEJeFFE A (ninein-like
protein, NINL) 254 | 5 /) & 1 1l Rab8 RN 4% F- UL
B H AR N T 3 (F-actin-monooxygenase MICAL3,
MICRO3), CC2D2A ##iil SNAP25 IE#E N T4
J, NINL 5 7€ 7 7£ 4F & TZ 119 CC2D2A i id A .
A FH DT A5 2 960 i 5 T 75 ) BT B O0 1 TZ AR %
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U, ARG T —AME S Y ccap2A
fie 2 Rab8 /1 3 U FEIL X 4%, FFAF N B iz i i) i
JE—APER, (RIS T A E R RS, AT
(3 (A i 1, ESE T C2 G5 MR B g
SEES 5IEEMEEREN.

3 ACC2D2AERERTEFER

3.1 ANCC2D2AEH TN =R

A CC2D24 #:[H] (Gene ID : 57545) fii- - 4p15.32,
FPF 4K 131 693 bp, mRNA K 5257 nt, 3£ 38 4
ANEF, 3T ANEF (E 2). wtiEIX (coding sequence,
CDS) K- 4863 bp(NM_001080522.2), {7 F45 3 % 38
SHMNE T, B mRNA ) 246~5108 nt.

CC2D24 1£ 2 W) # v A7 1€, 40 JB 42 %8 (Pan
18 ] f& (Macaca mulattay. T (Equus
caballus). /NG (Mus musculus). KR (Rattus norvegicus)-
P& 1 (Danio rerio) 75 W% d1%5 ), HA 7w
FEORsr . RIEM T E R, A CC2D2A 5 B ME
[FIVRTE D 99.4%, SAEFHERIENE N 96.9%, 5 5[F
Yt 88.8%, H/INAIK B M FIVRTE Ty 84.8%, 5
BE Iyt () [RIYEPE Y 59.6%™ . H BIH Y CC2D2A4 fit
B 2 AR A B 1 i R/ B 5020 R A7 A
Uz MR, R L arh, 5 ANFEVER CC2D24 o
N BRAF (W628X, 1T C2 &E Myl i ) FEUE NP,
X N B RS SO B ks Y. cc2p24

troglodytes).

A.DNA

R T SO OGBS AR R BRAR, PR AR
ThEE S, T AL R AR KA B, 7E /N R
i, —88 CC2D2A4 78 /N B, H BB 3 b AT A i
Appg B9, LY CC2D24 bR/ BRAE ARG IR A
SRR AT Bt ORI /DB A e 25 g i e U,
M5 R CC2D24 LR kK T 201 MKS6 /) Bl H
WG 30BE, R I N BE M #4224 (ventral neural tube,
VNT) 41 it 47 B {5 S0 R i S s i A 20
32 CO2D2ARZSHHAERKIGKRFTE

ENA A, CC2D24 T4 23 G 8 = Fh 41 B9,
AR 5 R4S CC2D24 FAZ 1% i AT 4mhs CC2D2A
CEMIFINRESIG, TZ 56 W2 H ™ i SR A R 4
FREF iz " Tk e R4t € 1 CC2D2A
Bz G LE A R I, A0 RT AR TE VR BN B 4G A A i
S P2 Rab8 A T (1 B 3 6 12 96k 55 51 0k I
CC2D24 T2 Fe 4 S5 IBTS 26 9 W7 (Joubert syndrome
type 9, IBTS9; MIM#612285).MKS %, 6 I ## (Meckel
syndrome type 6, MKS6; MIM#612284) DL & CS 25 2
V% (Coach syndrome type 2, CS2; MIM#619111)"7%7,
CC2D2A4 H: R [ 800 M RAF R E R AT |,
WA REENE TR, ZRETE. TR
oA (21 F1E 2).

CC2D2A4 F37F S 3 MKS6 %] i MKS ] 10%™*,
BH A MM s D44 E, X2 CC2D2A 7E4FE
TE R S S B I RS . 7F CC2D24 FE i

B S B s ) 1

‘ Exon === Intron --- Flanking sequence

B. CDS

o
L
g
&
a
- o
2 B p 5 8 A 22882 %
@ ) ER - 24 S5aus 3
2 N Q _ £ ° = 2 IPLII S
Y v @ % Qv 3 QO%9% ¥
3 a a = = = S =or- 0
l l l l l 1 lll llll l JBTS9
i. 5 7 9 11 13 15 17 23 25 27 29 31 33 35 37
4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 36 38
TT T T T TT TT TT TT T T T MKS6
y < < < - ¢ ¢} =< < O =
2< £ g &0 50 K 3 zX <32 b
2L 3 2 ® =22 $ = I & &g S : B
23 % a @ oe 0o o S -2 o = <
-] ® - o= -+ = a > o *®
3% G = - = S8 S o “ = 5 % A
w < 9 S S o B < Ll 2 ¥ ©
g < 4 NI
P} ) %
2
« P 4
3 g 3
<
3
M Exon CC2D2A N-C2 m DDAl mC2

(A) CC2D2AIDNASNE T« W& THAERR X R & B . (B) CC2D24ICDSIX (NM_001080522.2). [ T ik F£ RIBTS9ZAS,
] b Hi kR RMKS6 AR ; B FARFREN LR, A OFRFRBARAE, W OFRFRI SR, AAHEARE IR 5]

AR HERUAT B R AR .

E2 CC2D2AEFEFZeTT



Ewlil KIS, & CC2D2ABER 5875 SN 4T B 175

F=1 CC2D2ATEAERFHHIRT

RAZ RAGER RARH RANLE HERA 2% 3R
¢.517C>T R173* o X T E8 JBTS9 [28]
¢.650delG G217fs AN E9 MKS6 [29]
.685 7delGAA E229del R IR E9 MKS6 [30]
¢.834delG L279fs L 5RAR E10 MKS6 [28]
¢.1339delG A447fs TR AR E13 MKS6 [28]
c.1538T>A WS513R B XA El5 MKS6 [28]
¢.1676T>C L559P i SUHRAR El6 JBTS9 [30]
c.1751G>A W584% o L RAR El16 MKS6 [31]
¢.1762C>T Q588* T XL 5AR El6 MKS6 [22]
¢.2010G>C Q670D NS E17 JBST9 [32]
¢.2161C>T P721S i S RAR EI8 JBTS9 [28]
¢.2456A>T Q819L RS E20 MKS6 [15]
¢.2773C>T R925%* T X T E21 MKS6 [33]
¢.2774G>C R925P e E21 MR E AR [34]
¢.2848C>T R950* TE L 5AR E23 JBTS9 [35]
€.2999A>T E1000V S R E24 JBTS9 [36]
¢.3084delG K1029fs ALY E25 MKS6 [28]
¢.3145C>G R1049G SR E25 MKS6 [28]
¢.3293T>G L1098* To L 5AR E27 MKS6 [31]
¢.3341C>T T1114M E SURAE E27 JBTS9 [28]
¢.3376G>A Z1126V B SRR E27 JBTS9 [37]
¢.3399 3975del Al134fs (2N E28-31 MKS6 [28]
¢.3450 3452delTGT V1151del ARG AR E28 JBTS9 [37]
¢.3522 3523insTG H1175fs AN E29 MKS6 [28]
¢.3544T>C W1182R i SURAR E29 MKS6 [30]
¢.3584delT F1195fs (AEERE'S E29 MKS6 [28]
¢.3774 SinsT E1259fs TR AR E31 MKS6 [30]
¢.3893T>A V1298D B SURAR E31 MKS6 [30]
c.4417C>G P1473A B XA E35 JBTS9 [38]
c.4465 4468delGACA D1489K fs TR AR E36 MKS6 [39]
c.4452C>T R1518W L 5AR E36 JBTS9 [9]
c.4559A>G D1520S RS E37 JBTS9 [37]
c.4577C>A T1526N RS E37 JBTS9 [40]
c.4582 4583delCG R1528Sfs AT E37 MKS6 [41]
c.4667A>T D1556V S R E37 JBTS9 [37]
c.4702T>C Y1568H i AR E38 JBTS9 [37]
¢.4805C>T T1602M e E38 MKS6 [15]
.2486+1G>C 120 MKS6 [28]
€.3399-3C>A 127 MKS6 (28]
c.4179+1delG 133 MKS6 [28]
C.4496+2T>A 136 MKS6 [28]

E: exon; I: intron
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Br/NERURAF 4R, AT BT, &
T HITIE R B P R R
71N ET S 240 0 3 vty PR SR 4 A i = B R, i
CC2D2A Xf T4 52 H 5T U8 IS 2l il 5 AR ) A )
B v U 0376 it B i 465 g 25 e b T 1) 1, A R
TEPBRERFE R, & — BEREWE 7E JE R 4 rp i iok % S sk
08 5 1) 7 N8 3 B AR R DR )32 F 1Y) DNA J7 1.
KB ot 1 (long interspersed nuclear element 1,
LINEI) 5& LINE i) —Ffhig yEER EE 55, 2
TE NS 3 DR AH A i — — 28 m) DL B = 3 e 1) 30 I s
T G R EI, BE CC2D24 [F I AF 7E A YE
PE B3 7 LINEL 36 A\ 58 7 4 57 O BEJR M 28 37
KL A B F ¢.4582_4583delCG (p.Argl528Serfs) £ 5
RAZ, RICAMCE IR G 248/ 2 30 ST
R, iz MKS6™. LINEL #fi N AE A it 595
I8 BRI AL AN L, 7E 5 000 2 Fh A S0
FER N BB R, HAA 13 Bl & i L]
WA LINEL RO . B SRR BRESE
BITEREAR, 1 CC2D2A4 45 LINE] #fi N Fl#% 65 58 4%
542 MKS6, fff MKS B4 LINEL 4 A 5[ & 15 14
Foft N 2K B35 LRk A 1,

CC2D2A4 7% S35 (/) IBTS9 5 /5 IBTS f1] 9%,
ZAEE IR RR DU =5k W & 1E Y, @
W AR MEAE 7 RGO A A B B A I k. 1T MKS6
T ™ =R S RGRER —— g, Bk
AEBRENZRESBNE REMEMN, @i
90% Bl RefE 2 I [ 42 (14.3 £ 2.6) i 1 &7
i 4G 25 77 9% 3% 1 U T CC2D24 FEAR 2915 CS
8.7%"",

CC2D24 RA FEH ML VIR W &
HH L U e L AT R R AE
BT AZIE M b R g0 s sh . KA, &
RS S B R R, ILFR I B 450 A0 4 B KOE
M SECE TheE s, RA T IS M ™.
m, EEMREENEN: —, HEES4EE
P 15 3 S50 OC B8 M8 410 1) Xl 7 VHL (von Hippel-
Lindau) 1RG0, 59 4 i b £F B ok R AR 35
AN . R, B S BB R R A E
AF BT . 75 B g B R AR AR JE T 2 15
174E CC2D2A & A B R 7%, A At — 2B 56 ¥

L 99 735 o 28 B v S LI PRI, 400D i
EOCH ML AN RO RYIRERAL, 2= FERHL W)
P ™, IR AT B % B
CC2D24 FAFH FEUE M . PP E RS AL 5%

EAIEA IR, CC2D24 575 %) 545 IBTS AR Wi
(1 3%, A=A ZRIRRA, BFEhIRAKRE. R
BREB. ALRBRAE (S R R% ). R UE R s
B RAZ AL T 21 AN T 925 SrAG 2R TE X
FRAF ¢.2773C>T (p.Arg925Ter) it B ™ H ) MKS6',
1M ¢.2774G>C 5745 (& 2w B 4T HEFR I 1 28748 ) fif
55 925 ALK G IR il ik A S A Dy i R TR 2 (p.
Arg925Pro), R I A AELEGAE ) 5 4l B HEAL AT
EHRAR P, BRI AN, CC2D24 57 IEAEAE H IR
AR, — A BRI SEE5S ¢ 2671G>A (p.Glu891Lys)
afi & B XA BB IR IR B Joubert 25 & i B 5%,
TCEE AR oW . JoBR A, G
W, RIWNKEIRE. B BrS s R 2% A RE B,

CC2D24 TAAFAEBAL 57 B, MKS R Y
FEHRAMEMEETHARL, MIBTSKEER
WA B MR EME SR Y. @, HX
RAF FE IR R R A IR A, RIN IBTS9. 1L
NXRAFFIFE 0 ARG 8 A R, SEBCEMET
MKS6. "0, RANE 2T CC2D2A KL
MU E A BT A T C2 SIS ) SRR E A I
fit CC2D2A KiEEW 2D, —ERE EikER T
BRI . X AERE TRV BT CC2D24 AR
(AN [ A7 AT 7= A 0 58 400 19 B0 73 R . i i 850 o
AR . CC2D2A4 IEAEAER R 2 v, RIRAR
SEEMERREY, HAFRES S Eal§eH A
FA,
3.3 HEERATTFE

CEP290 7& JBTS il MKS (&R IR 2 —, H
W5t 3R3E CEP290 5 CC2D2A M HAEH 3 B3t &
A2F BB", [FIH CEP290 th/& MKS & &4 [ 2H Bl
o2 — o A FE RSN R T BEER (basal exon
skipping) Kf#ERE CEP290 FI CC2D24 5748 S 3 1) 1%
I8 22 AL A T R AR T B AN S AR e S
PR EKAIE S KEARE, BRI N,
RAEE =K BERTEANEAREMER
M, Gl SRAR . A AR UM A L AR 1 2y
S R R R R R AR T, LR AN T kR AT L — 2 R
J5E AR AN T) 1 9% AR S TR S B 1 o 7 A (R AN [ s T
DAT R 30t AN [E) B PR I PR SR B o 1 36 I 48 ) 471 I
T kiR (targeted exon skipping) A, Bkl CEP290
RAF[H] ¢.5668G>T, TE CEP290 FH 5845 S 3 11 4l
A ME GG JIBTSS 4i i CEP290 & H 1)k A
IHEELE TZ A P, X thrfE IBTS 1 MKS {17 fig
BT B
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A, . CC2D2AFENRAF S EUN A £ 177

4 REEERE

Zi LRk, CC2D24 1R e BRI —M, 1£
AR RIEEENEH . CC2D24 773 S5 IBTS9,
MKS6 1 CS2, &4 MKS6 & e 17 =1k BY,
BAREIRFRAK, EHL™ERSUR. S Sgiits
A R B KA. BEAh, CC2D24 W+
BN RIE R, HIEW T E AL, 7ERM
SR AT 7 R S ALSE (minimal/mild endometriosis,
MMES) ' CC2D2A FikHim . BARH AT CC2D24
KRR MBI FRAFE AR, (H2 K™
R 12 W R0 7 75 55 2 5 105 F B T LU W s CC2D24
RGP EIGRERIM, WEZH. £
FE M LIRS XMW CC2D24 BURFRAHEA R
ZA 1 ) KA A R HGE TR A A2 B, a0 B
T, 0 BN AT SR P il B AR T AR R
S B )L A, It IR IR T AL e W A .
H A 58 =) A 5 7 BE R A1 CRISPR/CAS9 253 [RIVR T
FOR R g, o RN TR 2558 T BEAl
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