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Abstract: Spermiogenesis refers to the development of post-meiotic male germ cells in animals, in which male
germ cells differentiate from haploid round spermatids to mature sperm. This dramatic differentiation process is
known as a complex biochemical and morphological process, including acrosome and flagellum formation, histone-
protamine transition, nuclear condensation, cytoplasmic exclusion and etc. Recent studies indicate that epigenetic

regulation plays important roles in maintaining normal spermatid development and functional sperm production. In
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this review, we summarize the recent progresses of the function and mechanisms of epigenetic regulation during

spermiogenesis, including two main aspects, DNA methylation and histone modification.
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T, BRI T B ENAR . R E A
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1t (maintenance methylation), & £ 7E DNA [ £} 5
O AL, FRERBE LB AL 5 35 M2
Mk B A (de novo methylation), & 4= 7F DNA ¥
SREEV A IR .

DNA H 34k 1 DNMTs 35 % 7 il 52 i i 1k
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eI LAY 32 B G BRI DNA F R RS g, 1M
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DNMT]1 Al DNMT3 A7 fERELey)fh (a0 Sud )
A7 £ DNMT2 — A~ H 3L B % fig. W L sh 4 4,
DNMT2 A2 5 % A 4] DNA ) H 3E4b i f2, fE T
DU I (RNA (1 38 A7 g s e 3247 R S Ak i 4 7
Dnmi2 R 42 %) RNA /- S Qe kBRI A X E
e 0 T 4 AR B E 2 g Pl DNMT3A AN
DNMT3B £ /> UV G 40 f F0 I i % & i F2 w e
FKik, FEAFTRKL DNA MK AL @, 78
A Gl A PR R Dnmt3a SEUR T R AR, TR
B% Dnme3b WIS BC 7 R AR A 7= A i1 R g, 4
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JEF SR RIE, Bl TR U
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FA B . B F AL AL 3 ER A G B Ak SmC
BAL A Co WF 9T K B, MBD (methyl-CpG binding
domain) % 8 A Al UL SmC FF L3 [ B 2 M i
WANE b LB 5 Tet e A AT LUHEAL SmC Ak h 5-
¥ H L g (ShmC), AR JE 40 &t — BRI A &
BN a2 2 F AR HLHTE 4T DNA 2 FH2E{E . MBD
A F 4 MeCP2. MBD1. MBD2., MBD3 #l
MBD4. [ MBD4 4, H A& H#2 5 Tt DNA
IR A F 1 B R 08K . MBD2 [R] 5 2% K] MBDLI
R VEAE /N R AR T4 i Hh 3Rk, HIE Mbdll
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R, AE NIRRT 40 (28 520 ) ar bl
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Mz, H—HBHFFSREKER 7400 ; TET3 fEER
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RIEF M,
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SR, WA, TSR R A
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HEAL KB D BRI, VR 9 i gt it R R A A5 5K
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3 A B QIR At T AT e MY B — TE R R B
Pgk2. ApoAl I Oct-3/4 %= R 1F 52 FLA% J7 40 i b
B B AL, TR PR TR B R A BT
PGK2 N 7EAS BF A0 AR 740 i b ik, BFFE N
WRE T T sk T v (1) 2397 R A T 40 ikl 2 L DRI 7
IR RIE Y, AN, HIERR ML, BR
TEKE -4 0 7 A DNA H JE AR 25 B oAt 2 W0
BIRIE AR E AL s BN BRIBRTE RS 74 i TN
YR A J5 $RA5 IE 5 /N R BCR AR T IEH A 1
X RS T 1R 2 WL I A A 1 ot I A28 RE 71 SR AR )
EHEEEER Y, MUk, EEHRLERT
ARAG T4 R A s A AR T LAY B 3 7
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KB R T BfE, JREES5/NRZ T4l
FBSBARPIRES M BRIbZAh, B T 2E R 4K
- H IR T R, BRI AURE (1) DNA HE
FApE U, RS IR 4L DNA [ CpG B4, ik
FFAE — BB () DNA F AR AR S, 8 Al ke A
S, BEPREE 5 X (angmAg X R 37 X3 )
FIFEAEAE IR, HIX A e LI [ (1) 3R A
THOL. HhAh, A G40 MR 5 DNA H {5
Yt R SRS AR EE GC BB ML P, Xk
TEHER A, MR AR 40 (1) DNA H &b B A B
PR BE R A LLAM A D) B8 . 2015 4, Urdinguio
2 PR si R 2 7 AR 7 DNA HEL K, R
PR E 5 3 S DR 20 B X SA7 7E 6 B, (H
B A B Eom HLETFT DNA H JE A0 £ e rh 30y v8 1 £ £
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T 11 A B 0 PR PE 28 0 22 5y ANy R
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Z AR, H2B BFRIEKFIEH A S5 16 d RIFF 46 B
B BRAE PO H2B A TH2B XA AR & I 5k 5% BRI R,
TH2B 1fi 4 H2B AJ Be /I8 40 7 R AN A 7 25 1) A
AN R RIEE EEAER . Th2a 5 Th2b 3340 T /)
BIER A 17 S gtk b, FFILEAr T A L R ]
WE—A a3l 7, KR TH2A F1 TH2B 7542 FE 40 A
v E R AEVE T P, Th2b RN RE AT E R, fH
HEAPTHBMWREEHE LF, XE®REZER
o] BB A7 TE A — PP AN AL H R & TH2B ) 8k 2%
Th2a 5 Th2b M REEUN REEEAT, H 10~16 251
FrAREAsSE, JEF4 4 TNPL A PRM2 B
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R B A 2 T I DR A O R R R AR

Br4l A H3.1 /T H3.2 41, WFLshW ik 1
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Wi A AR o, S'UTR fil 3'UTR, {HE]
it T FRFRE A S P, H3.1 5 H3.3 75
ZSFIEAU N, (HH3.3 145 & S Y0 m 1 3
BRI, CHIP 25 R M, H3.3 A T 5
TEBR XK, f77E H3K4me3 184, 1 H3.1 W2 4t
SR X Y AR/ S AP, H3f3a Bk AR
FERE AN R RGO FRS 14T M 452 Al A 21578 f e
2B T A0 i R B OKSP ROE, H33b ) 32 AR IR AL
I3 S WA RS BEAR i e 3k BY. HBA3D R 4 5 o
MATE B, SR H3f3a A REHME H33b I3 BE.
H3T, HHiARA H3.4, HIFUH KRB FL )5 A
R ERIL, Ja R IR F A R 20 i A7 R AR K
SPERIE B TR, H3T 25 M
ffa et B 59T H3.1, Frbl H3T sl RN 7E K £
S P PR o B4 e B R E A . R T A B G T R 4
HREPRAEA - AR EA KRR RIEER P,
22 HEHEM

M E HREAAE TR R AR RR S, W
FH 0 2 A T A PR 5 ] M 46 PR R AR AR 2 8 21 G
W AR b, HEAFIEARER KRN
1Z PTM, 7E4NMIIEAE . /b IR T A rh i G
JRNA T RYE T EEVEM . AR &L
FErr, R TP AR R il (PKMTs) 03 2 B Bh A
Tk, SR, EAERE T RS FE ) A B A T AR
AR B 78 IR AL E H3 Bl HA 2 R bR
T LI R AL s, WA T B TR R A/ s
Hil. RS TR AT, H3K9 (B By, —
FAUFI = W B 1, DL K H3K27 (1) = H &4k i
=SB T 2 32 B I B H3K4
KPAENG 40 MO B B e v, 76K BR2H P o B 2
/b H3K9 A1 H3K27 FEEAk 7K P76 4% JE T4 g
B, TR 2SRRI, R B R
SER. I ALARIC 0 ST AN R A TR T T T K
B B, AITEF5 AN 2R HRR Ao L Hh A 0 oK T
kk LSDIUKDMI (H3K4 1) 2% F L (LTl ) & 5 845
R TRAE ¥, e/ THDM2A (H3K9
EHEME) MR RN 2SR EHRED
(TNP1) FIfAE 2R 1 (PRMI) RiEH R R, Jeth )i
R4 HEAMAE W, SR IR, Bk
R LS (PRMTS) (AL RS 2R F (bt
—FiELRCE L PTM, SR AT LS 5 2 Fhgii
HEFE ™, PRMT KA 9 MR, W33
R S AL A FROB R AL T K, L35 PRMITI .
PRMT3. CARMI (PRMT4). PRMT6 1 PRMTS ; 1

R ST AT R AL TR A, LG PRMTS Al
PRMTY ; III BYfEE AL 58 H AL TR R, € 4% PRMT7.
H#BIZ, Prmtl. Prmt4d 1 Prmt5 05 ARKFAE
PRV EET S, FE KPS H
TERAS RME T4 M, ToRIxX Le g v] RETEHE T8 b
RAFEER . 2014 4F, Brunner 25 ™ 3 i A5 155 1% AJF
FRI, NG HRANAR OGS HERG
B, Ho, H2B [# K117 F1 K121 f7 S A = H
BB, AL IR AN AT RS A R
T A E b 2 b TH2B # 4 H2B fdric ¥, H3
1) K9, K27 i A7 (R A, b A = H
A AB 1, K36 A7 75 5 H A R0 = B A0 48 1
R83 {7 pi A7 {E L F b8 40,  H K36 FSib £ il
T K27 AL C AR H3 b, XGRS S AR T
BE R AE AT REATEAE — s B oS Y, He 19 R19 47
FAETE — HIEARAE M, K20, R23 7 5 BLAT B R IR A,
IR = HIR B, K20 A 0 F R 2 i
Wl AR T8 5 G 0 5 4 A S PRI AR OG, T R19 A1
R23 A7 st 19 FF 2 A J0) o 4 7 mT DL 428 H4K20me 5
HEAEAMARE/ER ™.

YR A B A B hE R AR DY M O R
M2 Z /. HARMERIREAE. HEAMNBERL
BERANR T RAE SRR RS M. Hlt B
i S BUTE R R a0, JRRRE A 5 RS T4
M, HHBRIBHHRESAEN - A RASHR
A B, HAST MR ER T6 M L 08 B IR FL3h Y =
FEARSE. /NEH H2A B R A4 3 B2k 2B 7F H2A.1
ATH2AX P2 4R 1, HAE N i 55 C i B A7 76 B
A fr i U7, B b H4S1 B R 1K (H4S1ph) 7] 7E
R SRS REAR A RS I 2, S R A B TR
AR TR B S, B, BN
J& B T 40 M R Sh g AT H A A B e e v k. TR
/N BB BAORE TR — TR 9T R B, H2B fE T9.
T120 {7 s A7 AE R IL A4, (H AR DI R IR A 13 5
i)

R AR IR OBL 2 R E A LB
M (HATs) 2l 2 (1 & 4 BB (HDACS) 13
. WE LA E A LB R & B ERS 7
TG R R R E RS BRI E,
b K BEAT Dk B oy 2003 4T, A OB
FE IR T B S, (ERE T A0 BRI [ K %
ARt R, 4L A H3 M H4 £ B 2
FEAARZS . fEREKTERE FAi T, H3 2B AL
F Pygopus FE H, ZEHAS =W ALK H3KS 454
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AT H3 KA B ™, EE KIS T B
H4 (1) K5, K8 Fil K16 {7 s 38 /= )% 4. Be ik, IFH
FEALFEIF FLAN AN SR W55 2 NP RS, X3RN
H4 & L BEAL -5 4 E 1 8 4 S g 6 57 e 4 2 1) 7 g
HFEBR W, 52 —802, AReETHaEAr
ek B O BRI M (i, L H ) d, R
T HA A2 I LA 1B
2P 76 NMEEERA N T EH,
BYIRMHEEN GBI ERFEFEEET
268 HEM AN (2% - EAMEET ). 25N
AR 3 PRI SR RN - 2 RS
(E1) BBz 2 5 RIBB 2 #4551 (B2) s #iz R
TG B2 R ER 3R 2 v RS e (B3) 1R,
FEEA B2 bz R R E AR B — )
BT, ZRNZENRNSERED L2
FHE. A, IR AT DI Rz R A, a0 H2A
B H2B. B2 Z AL H2A A H2B 75 HH 28 K BF
NHE 1Y XY body (sex body) FlZE K K 14 o v
FEEA Y, Sin % PRI, E3 12 % 44 RNFS
A LAXT H2A Al H2B #4732 RALIEM, {H Raf8 il
BE A 22 5 8 MSCI BT 7£ 1) XY body &bz % 1k H2A

R, WA SRR BEAE MR R e, &0
M AT T ) S R T 40K B BY. RNF8 Bt
KSRk R D BERKIER T4RAR T, DNA
EAATEA, W REMEBEIEA R, KiA&
B ZH 8 SR L B E RNFS SR RS 7, X
Ik % RNF8 /1 5 ) H2A/H2B 32 2 AL Bt T4 7
TR oy P, PIWI & (2 3 W) A 5l AR 2 L
FE AGO ZGMA, W 5 — A hE 40 Ry 7 1
/N4y AE 9% B RNA piRNA 45 4 J% i PIWI/piRNA
WEE AW, 3301 A a4 0 5 D5 45 v &% e e
HIULER 2 5 12 A T 4 M b g A R DR R 3R, %
AR B i RT3k
AR — A B, /N PIWT(MIW) 3 A 7E
K1 T i Sl i V2 2% 42 APC/C (anaphase-
promoting complex/cyclosome) /3 72 & L& £ F%
i B B s T BAT ORI S S TR B, MIWI &
I 7E S5 RS 5 40 b 10035 BT RNF8 I A Z 2K
B (E 3P FALEE RS R B AR E AR
P, > GIRERE B 1 Hiwi (N Piwi) 55 o A7 7R 4
Pt HIWI & 5z =AM D-box JoffhRAL ¢ it
P R RN /D BRASEARLIESE | X RAL R EUEVEA T

‘[ j};f f’ f Functional sperm
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HE— LR KRB, /N Piwi (Miwi) D-box 58 48 £
MIWI & H 5 % e € AR T 5 RS T4, S8
5 FAH B AR ¥ RNF8 B4 B T4 i, e A%
ML R Bz R, 3 2 8 O b s &
A&, SIRBTERTE, BEAE. ZHAK
T BUAE R BIURERRE, HRIT
PIWI &5 H B A i 45 41 & Az 5= AR B ¥ D e,
BR TR TR AEAEA - AR E AR E
L B,

3 451

1 35 4 7 41 R 4 P2 R B S R D 3 WS AR AT L
HAMATRTEHM LT, KALREFRET
PIWI/piRNA 7 /)N BRI i S 55 AN & R 0
BB, KRBT —RIIATHEEEE, K
PIWI & 9 7] BA ¥ 6] piRNA 3@ i A R LA Sk T
20 o mRNA [ B35 B g B0, IR0 J5 RS 74l
f il it APC/C- 2 AL 42 MR ), T PIWI &
FRE R PR T R s A - ks A, 7
BEAE T4 IE R B LIRS TR B
OB — R B TR HEE T BRATT R A
B A F L) (U H R IREAES - Ak E O ik
STFHLHD) IR, B E Piwi A— NI B HEAE
FESURIER, IFR Hiwi D-box AT RIBHEAE
REFR AL T HETE IR TT SRS o
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