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BEL ARG EFEAR P X R BRI R

RXH# KFE Mg FRpt
(RIS 5 i e TR S %, bl Ao A iR 22 2, R 150006)

WE R4 A A % (primordial germ cells, PGCs)AL R T R M IE, IR K F i$42 9 & & 7=
A A MBI, PGCsK A R E M. £4. WA MNNE, K& A AR AR @I,
HEALRRELSHY T, b FRXX)SEEXY)Z R ERE R, sphmibt — 52Xk EIKRe
& % K 7% (X chromosome inactivation, XCI), A 52 JL 7 14 18] 44 7| & 4MZ . 275 FL3h 40 69 & 4 B 1+,
PGCs¥ 89X &R EF M AL T AT, 105 L F XL EIRE L A £ % (X chromosome
reactivation, XCR). XCRiZAZ # & — & 7| 89 R ULk A & Sh A2, dodip b 20 & G 1546 69427~ . DNA
EFEMARRE R Z MM ERF. XRERTHEN FPGCsH N LIFFER, ZF7A LA
e ) BT 6 e B A, W RPGCs A # A2 F X ERF R B INAF, /™ ZHAPGCstI 51k,
G E B LEE T PGCsR F A2 P X P EARE M RN XF ERF PRI E TR
XCRA A 6944, FFit—F a7 RE AT B PGCst) X F EARE M RAL £ 7.

KRR JRARA AN AR, XYYtk H O XIST; 2185 F1E 1, DNAH AL

Research Progress in the Activity of X Chromosome

in Mammalian Primordial Germ Cells
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Northeastern Agricultural University, Harbin 150030, China)

Abstract PGCs (primordial germ cells) are the first germ cell populations produced during embryonic
development, originating from gastrula stage. PGCs undergoe four stages of development: specialization, migra-
tion, proliferation and differentiation, ultimately giving rise to either sperm or oocytes. In female Eutheria, XCI
(X chromosome inactivation) occurs to compensate for the sex chromosome difference between females (XX) and
males (XY). During mammalian development, the X chromosome activity in PGCs is dynamically regulated, with
the inactivated XCR (X chromosome reactivation) after specialization. This process involves a series epigenetic
reprogramming events, such as the histone modifications erasure, DNA demethylation, and chromatin structure
remodeling. X chromosome reactivation is crucial for PGCs differentiation and the production of functional gam-
etes. Abnormal X chromosome activity will seriously affect the differentiation of PGCs. This review focuses on the
changing pattern of X chromosome activity during PGCs development, the regulatory factors of X chromosome ac-
tivity, the mechanism of XCR, and compare the differences of PGCs X chromosome activity changes across various
species.
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Gk -

Ji 4 A= 5 4 Y (primordial germ cells, PGCs) &
JR TG R B I T e A ) A A R A,
AEFEAM TR FETEAS b, PGCs EL ) il 1441 i
WK, BT B IR AL (0 2 PR, R I PGCs I AH
TS BN A G I, RFEEIG 5 5 2 N DR R . EME
PR AL S A R AT IR IR K B AR, LT B ga i
HR 2= KXY (04K 2 75 (X chromosome inactivation,
XCI), AT S5 30 5 44 ] 0 35 8] 60 7 3500
X FPGCs KU, R ST A 2 R AEX e
AR E P35 (X chromosome reactivation, XCR), iX /&
— R R R I8 A AR I BT AL SR
PWPGCsH XCREML AL B G S MM, FFA 4/
B A BERE. ESEYRIPGCs I XCRIN ] Je &
WA A% B G A 0 2 [

1 XFEAKKE

N T AERFME. HEAS R TA) D X G 4k 5 R G
A 2 ] ) 5 PR 2k -, T L3 il i X C7 =X
SEHLF B AMEE, XCIA B c 26 3% A BE B 2 05
B A AN IR G K B AR AE B IRXCL: B
JVR i MR A1 2 23 R B B R0 1R 7 U e v 2R
TG SCURX G Ak KA BIZERBY B, PN 40 2 [ (in-
ner cell mass, ICM) 37 41 iKE 7346 8 B IR Z, 3%
S A i X G A AR B, B S e R AEBE L
KA o

A: 99 RNA X3 44 2% i Ry o 1k e S AR (X-
inactive specific transcript, Xist)s& XCIJF 8 155,
XistliX 25 G E XY tofh b, B S RO, %
IMEEBEM G E AR S, Er st HEA
BHFADNAH AL, FFE4ERFXCIRZ . RAEXCI
RAERTVEAS R, 7T LR L A =AM B 2 4a .
FEALANGERE U RARPY B Xist IR ARAL B I
M Q4 B AEX Qe o A 10 ST By B TR Ge 5 4E
o R 458 o 5 4 ) 12 e € BB IR AR N, X G (AR T B
S i U0 AERERY B 2 R AR A G Fr
XiR& . Xist RNAEA 7M1 F 6 AN [ HRFAE
FEZ(A. B. C. D. E. F)", £ XCI&
YEFFId R, Xist RNAW] DLEE & AN A 1 RNA S &
H, AT FE DR, NGB T A s 1 O sAE
FH. Xist RNAE 58 A X 15, B #% 5 SHARP(SMRT/
HDACI associated repressor protein) g H #H H.1F
H, %545 SMRT, WG & A % A WALES 3(histone

deacetylase 3, HDAC3) {4 8 H 22 4Bk, KAl
J¥ RNAZR A1 Pol I 5% U B 5 i 75 24 ]
PR A AERF XPIRAS, o 8 = 2 Xisr B
It B 5 5 i #% 1% B #% 55 (1 K (heterogeneous nuclear
ribonucleoprotein K, hnRNPK)Z5 & Z Al & &4
1(polycomb repressive complexes 1, PRC1)F1Z A 411
il 2 5 912(polycomb repressive complexes 2, PRC2).
PRCIAI PRC27p JIAE X e i fhk b T2 3 1 H2A S
11947 i 2 12 ¥2.72 2 1k (monoubiquitylated histone
H2A lysine 119, H2AK119ub) 1414 H H3 55 2747
H = L — 1 3E 4k (trimethylation of H3 on lysine 27,
H3K27me3) & i S B X Gy A 2k 7% B HARSK 3,
Xist 5 Jaili i hnRNPK A [ # 55 R SR ) PRCIAE X
Jeftfk b @ T H2AK 119ubfE M, S8 FFH2AK119ubfZ
Wik — 5 3L PRCIMI PRC24E & 78 XY tofhk |, 4y
ST 2B . AR I H3HE ORIz i = TP
1t (trimethylation of H3 on lysine 9, H3K9me3)&1f
HMIDNA AL th 2 5 4R XPRA .

2 PGCsHEMXFEARTFEMHMRIIEE
ESES

FZMAPGCs X Gyt A PR DA 3% 32 A4 Xise R
LSS I B A2 A DNA 405 . i
XCR A T 2 45 B3 3K LA 1) 1 3 WA 1 J i S X
R R G R I AR, MO A1 P R X e fh 35 B
BIEME,
2.1 Xist5 Tsix

W AL 30 P X G (A4 2k 3% v 0 U)X -inactivation
center, Xic)/ =4 Z faEguiS RNA, H 88 Xistfll
Tsix(Xist/z X AR IS RNA), % XCEEAAH T, XCI
FUHA Xisen] U256 N s sl i, WA B 5%
() XLt fk AR 2, Xisen] AR 55 E T Fh RNAZS
HEAMEAESEB XG0k b, 55 Y
IR 172, R, Xisehl XCI S Sh g5 28 56
HE L, AFEE T E MY PGCSTE Xi | 2k Xist
RNA, 1% SE40 iy 1) Xise B i 23 bl A XCRIEAT M & 8
WD, HENBEOTRFLTH R, RHElCgk
A XCR.o Toixhi T XistZ: R Mg, 5 XistFL 7975
XCI®, fE/NRIRIG K & 5F W, XCLZH, Toixf8 #5175
XYLtk b, RXENRIE, M Xisdh 5%, JERF
XYL Rn] k. HEPGCsBEANREILFEH, Tsix
RNAMNH UL TR 5%, R Xisti) E RS



LG LB IR A LA b X G A T

931

ToixJo 5227, [A I, PGCs XCRIf AN 58 42 /& X CIH)
W .

22 (AEB-ME

2.2.1 H3K9me2 QORI B AR 2k
:F2 2 (euchromatic histone lysine methyltransferase
2, EHMT2)/1 5 41 85 (I H3 55 97 4 2 IR 1) B HE 4k,
(dimethylation of histone H3 on lysine 9, H3K9me2)
58 G I HR ) £ 2 DR/ IX el 56252, H3K9me2
L DNA B AU AR G, 2 3 40 ) M e € B AR AP0
/N EPGCSTEES.0/ A7 2 Bk 1 4= 2 [K 21 Vi [l P9 KR
4rH3K9me2 & 1fii RIDNA Ff B 4Y,, B S E12.5{% £ 1%
KPR, AR B B 5 T, DNA R B4kt ] DAAE
H3K9me2 ) i R Z kA EH]

2.2.2 H3K9me3 H3K9me3 Hi 2H & 11 i &
2 H 3 #: 2 B SUV39H 1 (suppressor of variega-
tion 3-9 homolog 1). 45 I #i & L H & % B I
SUV39H2(suppressor of variegation 3-9 homolog 2)&%
L A R BESETZE #3573 5 " 1(SET domain bi-
furcated histone lysine methyltransferase 1, SETDB1)
TN, S R Yt R AR, 5 ik PR A AR
KO, PGCsTEBN K B L FE - FF & H3K9me3
A5 L €27 52 [ 1 (heterochromatin protein 1, HP1)
HEAL, I HAERAN K FH BE xR E B H
PGCs H3K9me3H A& i 7K T ZLA T 40 48 1 14 41 fifa
BT B0 2488, iZABIRAE PGCsH XY thfk (1)
AR R D REIE e ik — PRI A

2.2.3 H3K27me3  H3K27me3HPRC2E AL
AL, AT LA A B R i R R R IA R A
o AT Y 1) H3K 2 7Tme3 /& T 4% X5 A % P 1) O
Ve R BB B B A S A 2 BLTTBR A 5%
et (B3, H3K27me3 &1 KT 7 /) B E8.5-E9.0f
BB PGCsH . Z 140, XMUIRE EAYEFFFIE12.5,
It H PGCs " % {4 H3K 2 7me3 7K 1 & 3 i TR 41 ffd .
£ PGCs A E XCRFRL AR H H3K27me3 M Xirh 4Bk,
T LEH Ge ot B IHOKSP BE 3G, X e i Rf =
H3K27me3 I 25 2 B AL 15 Th BE L 75 ZIR AT
F o

2.2.4 H3K4me3#A"H3K9ac L& FH3FH4M A
R = H 24k (trimethylation of histone H3 on lysine 4,
H3K4me3)Fl4H & 1 H3 2 9N i & B 4 AL (acety-
lated lysine 9 of histone H3, H3K9ac) 2 ¥ F i 14 41
B EBME Y. Lk H3Kdme3 &M i fHE4L 17 3% SET1/

MLLZ R A% 00 W2 DA B FoAth 52 & 1 W0 56 20 i (1)
2 AR E ST, H3K9ac I KAT2B(lysine acetyltrans-
ferase 2B)2H 4 1 LMt % B 7.7 H3K4me3.
H3K9act& 1fi 18 % 55 A 4 A7 r BT 100 3% 7 )5 80 7
rhE R 4R B[R] H3K4me3 Al H3K 9ac ] DL 35 4+
H3K9me3 &1 P, fEILE), PGCsH H3K4me3 Al
H3K9ac P F& i 7K ¥ 5 i R 40 f A > , {H PGCs
T 33k A B I I 2> SR R IX RS KT, 25T
— R R 1 () Gt TR AP
225 H2AKI119ub  7EXCLIFEH, PRCIFIPRC2
M EFR S5 5T )2 [ H2AK 119ub 5 H3K27me3 1 ffi -
ALY, MEPE/N R PGCs XCRId FEHFH2AK 119ub
IEIHAFAE T IR R IPGCsH, H2AKI119ubZ: 2k £ %
IR ZELFECY . H2AK119ubiB e /N R PGCs
XCRIFEHE AL ST E H3K2Tme3 B H A —
ok, B HEBAARIRANTA .
2.3 DNAFEL

LR A 2 B 5 7 X3 DNA A8 5 4
IR LR ik . PGCs2 R AP BX I DNA 2
FIEAL : 55— B BX (E8.5~E9.5) & B2 4 5 (1) 42 J=y 25
Stk 55 BB (B9.5~E13.5) 2 £ ah i) 2 ALt 2,
F BRI T X B R R P (0 58 A s MO 1K
P B 42 )5 DNA % U EL 5 XCRIGBE KRBV & .
AR LT BT Gtk bR 37 AR A5 o i DNAH
B B0, (RS o R AR i s U3, T K ) R
2 2 F£ 17 W 3 [K] (germline reprogramming responsive
genes, GRR)*** t T JA3+ DNAZ FIEL Rk A4 F
W, VLB DNAF AL 1) 25 2 5 B SR i 1) i R 57
PEEE R RS A K
2.4 FhHiEZEH(Cohesin)

Cohesins2 = E R TFHRIHEEEY, et
BBl % €8 J50 R % 8 00 55 s A, B H A% 0 A3
SMCla. SMC3FfIRAD215—/"STAG1E(STAG2H
FIAH R0, FE /N BRRC AT 4E AR L R, Cohesinfl St
BRI POR S Qe Ak (Xa) b, T 7EXiBe ta ik 45 14
A Xisthr 5k i FH 1F CohesinE &4 5 H 45 £147481
I Cohesin2 5 BXif Xa [7] [A 45 ¥ 25 5 (1 &
PR 2., GRS Sme a5 5, P& XYL th ik
2 V) P T FR 22 S 2%, XaTii AR AR/, 5 XA 5
AL, DA SMC 1afE ¥8 i Xalh #4 B & 2 (1 {F
¥, PGCs XCRH'Cohesin/e 75 K ¥E = HAEH, iE
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3 PGCsHXCR#LH|

H il PGCsH XCREARMLHIIE ATEHE , (H 2]
PLH 58 B A2 IX AN I FE 25 R AR XTST) Xist3R 1% & PR AR
Ko AP 2 R o XIS T/ Xist 33 4 40 7] g
ANFHLE]: (1) FEXISTIE )T L7 7 DNAH
KAk ; (2) 1€ XIST/XistJ5 2§ b3 S0 7 #0111 20
FE A B H3K9me3 5 H3K27me3; (3) 0| P14
KT 4G AEXISTIA BT, FW 5 (4) HH]
PHE AW REERS 2 et 5 F 7 (Nanog.
OCT4. PRDMI14)45i& k£ Dhfe, it 4 &G
MR (5) JESRHD RN AR 240 M 40 8 1 2=
BTG € AL T Xi, BB S PE L B FHE 1, (6) A
Ji B A R G0R RNAGE & 8 B B fR, 78 7 IR B Xk
IR G EACONTFBORZS . H ATXT XCRIEFE o 101
PSRRI AN TE . (R G RRY, B
X858 H 14(PR domain zinc finger protein 14,
PRDM 14) X} 4 £ PGCs £ fg P DL K 38 WL i8¢ 4% 5 4
it B AR ] 5051, /B PGCsH PRDM 141 L5
ZesteFE K H1#]F12(suppressor of zeste 12, SUZ12)
FEAER, 35 Xk - H3K27me3 181 Joiki 4k
FF. PRDMI14i4n] LLidE i #0 DNA 2L 5% 55 i
3b(DNA methyltransferase 3b, DNMT3b) 144 5
TETZ % 1Y) DNA 25 F A0 Bk PR AIK PGCs 4x 25 R 4H.
Y Bl T DN A H B AE 7K S0

4 FREIFHPGCSHIXABIEMHTHESR

ENR R BRI, 2 RAEPIKXCR, #—IK
RAFEICMAE L, 85 IRk AEEPGCsH . fER K
REWR iR, XCRIUR AETER N Ja MR B B
[FIPGCsHr2e334 - 5y ok AR P A X I 7. e X4

Specification Migration
Mouse E6.5 E8.5
Cynomolgus E13 E22
Human E14 ‘(,‘:( ; E28 ﬂ}\}“
7 il

FERFERATIE — B PP E R . ANFYIFIPGCs XY
AT T B 25 AR A 1) LA AL P 112055561,
4.1 PMEPGC XEEBAFFEMHTL

AN 3 A FE 0 A ), 1/ BRPGCs Xiig
KA Xist22 15T i 5H3K2Tme3 &4 F 2k, SEU/b %
DUBR I 5 IR 51 X5 R IA . 78 2104 A i 5 i X
Gt AR AP AE T FOIR S I8 BRIR A (XaXa) FR I RS
(XaXi)*, [ i Az e 0 AR A s 1 it ot 2 A X 4 i
DA] 537 0 B0 L 3 b (T 1), BRI K 2 %
XIS B N 2 IS Rk, XistfEXi E IR R LT
SEATTH R, FEBEE DNAZL H AL 5 B e 0 S 8 1
HwI, EMEYE/DNBRPGCs K B il #2 7, H3K27me3 &
WA etttk B a4, H3K9me3 B AR YL
JR 53, H3KOme2 &Mt #2 bk o 1M MEPEPGCsTEN
B XY AR IR iE PR, BAAORE, /N PGCs
XCRAZ Nttt 72, it . 5, H2dEA
TS B XCRATVR AN 5842
4.2 BEBEPGC XRaEMEETHL

RS /NR XCRBE A Z R R S8R
PGCs Xill L7 IR B Bz B B A% 5> 7RI B
BEEPGCsH, Rt R HIAL T XOIRES, bR Xi XISTHL
F2 I E S H3K2Tme3 &1, 11 Xa b IC XISTALZE, (2
BHEH3K27me3 B (F 1), R (E15))5,
TN PGCsH K Z B XYt fhk b XISTHRIE %2 2|
], X B ) 2 XS 6 R A [ L3RR n . [
JaEIE I R Xi b XIST5¢ 4 %25k, T H3K27me3
18 SEAE Xi b, XYt TG TG IR A& B A8 R i 1
RAS ;1M Xar H3K27me3 & Uil 2k o 78 M i e
(1) £ B A PGCsid i — MR Fn bk i XISTH B 3%
ik, SRTMIXISTUA —Ff i 3 5k 77 N B XY

Genital ridge Gonad
E10.5 El12.5
ES8 E42
¢ x4acr
DA ¥,
E35 e \ E42 Ehat > Xist/XACT
I8N AL | H3K27me3

Bl TEHIFPGCsHIXE B A EMEZS T ARESE 3Lk (26,55-56] 1220

Fig.1 Dynamic changes of X chromosome activity of PGCs in different species (modified from references [26,55-56])
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i, H H AR AEHIK2Tme3 &1 & 4E£(E D). Hit, &
BEEPGCs B A A [F T/ BRI Xa ™ R A, vl Rk
T — PR H B XGRS AMEAR AR, e e £ R
PGCsTEFRAL IEF . @ fE A FE I I B, XYtttk |
H3K27me3 & i B 45 b H CXISTR 1K, (R AE 14 IR B
BX Gtk g D BXISTHR L
43 APGC XZa{ARFEMHTL

JUF- B A 0 B 250 e L3 0\ B R i X £
AT M R I XCIS2 I, H = A\ 280 R
R RE A — AN A1, FE T M A i X kR 1
(X-chromosome dampening, XCD)SZHLF) B, 78 A
PGCsHt, W2k XYL RS ZIEPER, JF I RIAK
FEAESR IS RNA XACT(X active coating transcript)fll
XIST. XACTsW XISTTE X B ik LRI R, Bk X
P ARTUBR, IR 1R — PR EAME 0 B ARSR R T,
AN PGCsTERENJG I E W JZ A TE 2 (1) XISTR % X
etk T BRI BN PGC XISTUA B HIFA B 25 1)
HEEXG A (B, fFEPGCsEAN R BN, |
T XISTS XACTW 5 BIF5 P/ K BUXCDARZS P78,
MEPE PGCsH il i% h JL-F-k = H3K27me3 M & (K1 1),
TMAE M PGCsH H 3Rk XACT, B LA PGCsHEANAS
W XYt AR B A TG E . BARRE , N PGCsTEREL.
RS A AR T IR B B i = ok X (oA 3 1 )
HARTETT .

5 RE

W FEPGCs N G LA AMNIE T A2 = o R SR L i
S IENKAEFES . SIE . ERBRAETR
PR SRS A T 2 R A AT st e/ R B
I FT, BRI PGCsIIX kGRS CEH 7
— RN, (HRARFAIER Z R 2 b, EEA
FELLTR LN . (1) 7EIER AT 80E#21d F2 HPGCs
R AEXCRIG H AR B AR F. (2) RR4b M BEIX L
SR IMXeR S Bk 22 R A (3) ASEP A
PGCsFIXCRE A4 3£ M AE 1 45 A0 1 B2 R LR AN T
. (4) TERAEXCRIE R, BE R R RF 5 1
BEDRIAE MR b S5 I E IR R AT, 53 4h, PGCsK B
T R X AR P AR AR SCAE A (R o ) A7 AR 4L
KIZESE, AT/ R AR (CBFE N, JE. 4
25) PGCs XYL A g MR AS B L RFEALH N Ak
T A, T EE N S AT IR IR L. 2
A NFHEN GG PSR A, EEAR,

A 78 N ZEPGCs XCRAZ 2 R 1], L) Fh [AIXCR
IR X AR 1 B A AR AL, AR TR AN ZEPGC
XCRAH FLfAF B S HF

H A BF FLPGCs H X e AR 1 PR AF AR IR 2 Hi R
S A FEE R BR RO R A . — T, XS A S
PEBI 70 75 [5) I b e G €42 FE A I 22 Fob 2 W A& 1 (R
T, R EECONWAE, 5 —J7 1, PGCsHefb. iITHH
BT Abfr EANE], 4 iR, S ke e R
Rt T, SEANRAif R R . 248R, S B
M sl RMWHFH AN KR, /> EdM % f R
[ I 43 BT B AR SR AT LASE I 53 41, 1) IR G 40 i
M PGCs 1 72 [A] 75 5 70 b 8 37 A4 AMEE TR A0 A K A2
HEFRAT T FEX G ARV P I 72 5
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