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WE BEINEAMEAAAYRTFANLFTIE EARANRE S Rl RREKREH1K BB
REBRAT-REGR, N EREAEERIWRET. BESR | THRFEREERNRY, ke, EL
URBH R BEHERRECERN D) ERBR D ROEARE, XL RE S R FEFNER. RFRE
WA # T R #4021 BT HA AR T 1 DNA K 2% W 2 (DSB) B9 &= £ fn LU E R Rk A R #EATHEREAB £, &

S BB RAF AR BB R ] R EREAT

XH217

VAo LA PR AR B AR W TC 1 7= A B ()R R 4
732477 10 AERE N IRE Y ZERT, — A5 40 i U DNA
RE WK, B E AT IR R, Gk Bl
AT IR 5, RIS 2 T SR 0 (A UR G 44
(homogeneous chromosome) 43 &5 Ak £ 7 24 11 1) 4H 4k
Yeto B AR (sister chromatid) 73 55, 171 Rl A3 A4 . L
BRI 1 IR o3 L RN G (AR R . B 2e
1 2H A S ) 53 B 5 — R A 40 2 A R vk A o R
FIFEARRAE. N T PRI S g i = H W . A
HAT, IR T R tH— RPIFFER I 73T HLH]
oK 58 IR 73 B4 B T G (B ARAT N B AR, R, A
SO R L A 7y s AR A 2 G B ARAT O, XTI
W Ju i R AT e AR R R R ) 1R AT 20 B AT S A

1 WG RAOEIT A
AT L5y FUALL, VM5 R T — R BV 1

THESRR, At Lo T Ea A H AT 247178

B R, REERITH, Bra 6K, E4,DSB

EARAT Oy, B4 GH Ik G 0 B AR (7] 1) Z 25 (cohesion), [F]
TR G AR B C XS (pair) . BX 2= (synapsis)~  Hi 2 (recom-
bination) A 73 &5 (separation) 55, £k £ 7r % 1 1 JH, 4
AP ] 0 G Ak R A SR AL T, B, R R G
A 18] AR 383 A ) o P L AHL (OORR AT Hik); FE Dk Bl o R T
O, TR G R 71 21 25 R 4 (spindle) Y ZRTE AR,
FHAEEM 1 B 22AF 4. 5% Bk T 1IkgE i
g%, RIUHCE oy 21T, AT 58 BCAH R B4 0 S AR 1) 40 5
T B8 A 2H AN A R 4 B 4R 7 4i . (i
TRy BT AN 2253 G (AR AT N ARAL, R, 7
I B IR IR R T GO ARAT .

L1 GHGRG O SR ] B 45 i g SRR 2 = A AR
o Y TE K

W RS BEP R REERIT NSRS E 6%
(synaptonemal complex, SC) ] ¥ pi Al fift Z AH . SC A&
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IR AR 2R FIR G AT T FR) — R R IR G ), N2 5

EARAT NI S BT, FRAESCTE AN R BN &AT A,
TRE 2L T 1T B 53 N an 28 M (leptotene) 18 2k i (zy-
gotene). Ak (pachytene) FIXLZL H(diplotene)(KI1A).

SC H 1 % (lateral element, LE)F1 7 4 (central ele-
ment, CE)ZH i, v, 5l i) 2H 22 e 4f T A 2k 0, 2
TR ZEE IR AR B 2 — . SCHII 4k ph 25 Fh N e B
1 2H R, T H Gk G € B4 0 B T 00 Al O 2 A
IR R (ELA). T FLEh A, R0l 53 B 45
SYCP2(synaptonemal complex protein 2)FISYCP3[2], 7£
LGB Z A0 B 0l St IAE G R G € B AR [R] I
£ RUIR A, BEIRCE > REAT BT Y AR e, FEAE
R 0 2 A B 27 G (0 4k 1) 4 K T T B 50 8 1) B iR 45 4.

0 %0 £ T AN EL 5 K SYCP2 Il SY CP3 %6 ] 4t At
Iy B R, TR B MR 45 B (cohesin) S 5. &
SRRtk B SRR TR B, B SR BN,
)5 1% 7> SYCP3 i 5 J& , % # cohesin 22 F 4K 24 g %
WS, T E 4 B A5 R B EUR JS, SYCP3 ik 5
8, NEETE M # B B E R A hatEn

k]

YRALA
PAR

L 2 Ge th {4 45 K 24 45 2 11 SMC1 (structural main-
tenance of chromosomes 1)(fl % SMC 1A ik £ 4 24 45
FISMCI1B)FISMC3, a-kleisin RAD21(RAD21 cohesin
complex component)(‘ $ERAD21 Fl 98 £ 7 2445 5 1)
RAD21LAIREC8(RECS meiotic recombination protein)),
L K Stromalin & [ STAG 1 (stromal antigen 1)(f5 22 /3%
oA STAG1 MISTAG2, ik #1424 7 3= %2 STAG3)[S).
HTRERFEEQHOS T 2ANREED, HAHEH
&, NTTIE R Z FA R Z S mE AR &Y, RIEAF
)y ge,

(1) WHGR G e s AR R & HE. TR T, W
IR G (0 AR R 45 R L RNEAE — S, AT ORAIE 1 [R5
e ARBORT . B SCHRAN B IR AT, BE K
L&A RECS I & 45 85 1 5 S W AE I IR G (0 5 AR 1) 2
R A R AE EEAE AU RecSri K S5 80N B (Mus
musculus) [R5 4 R AN B 1E 5 B e <, FF H B
TR B SR 2 VD2 I B R U s o 24 1w 1)
VG 0 R A 27 AR AR TE AR B HES, 00 20K SE 4 ok
Yo Bk 2 W) B 45 R A I AEAE.

(2) THOR G (o B AR ROl 2 1 2 TR e 2. )

T3

®

o
0
|

B U R EL B G MR G B IR FE SR E S BT IR AT A
AR EAAMEL . SRIRE; B: MER ORI 2 R R
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TR FR A I RGO AR BAT O S S oy T B Al

il T BT, G e A (1 S5 G Gk e e PR 2 IR B A
T b, X G TR 4 B R R A R A B
MIENEE —#E. S HSMCIBHIE S E A E oW K%
XA B B [, SMCIBREFR 2 S S ik et 8
AR ol 11 3 2 /) 37T 5 35 S CHK i 728 i R 4 4k
o B AR A AR KB

Q) R VR ORI R . B MEA, [
PR 2 B R MBS AR ERSEEANS
5, X8 (1 Be A Bh AR 8 72 7 1 DNA XUEE 7 %4 (DNA
double strand break, DSB) & & i #2 o T i [ DN A 4%
1R NGE K4, 33 1 A2 2 [ 9050 G oo i 1) R T 50 AR i 6 51

(4) FABIhEE.  BR LR TIREAN, TR R R
i, A B O R R e i g5 YL 4 RE S G ()
SERUON o R U R O 0 B PR 1 A 22k () (1 i 1)
IR AR ) 4 20 25 1 25 Th g

1.2 ] G € 1A g P ) i 2

SCFRAMI 2t 75 16 40 24 391 56 2 3%, T st 45 R 2tk
GERL. BEJS, LT G 00 AR g 50 1) 3 R4 £E SUN1(Sad 1
and UNC84 domain containing 1)%5 & [ I/ 5 F 4 €
FEAZIE b, JEERZ IR 22 5] N AH BLAEIE, T R AE R
SER, IR, 31X — B A AR e SR N ZEE SR, (A
U5 G 4 AH BRI IRAR 0, 2E T AE 2 AN AL RUR AR TD
X AR A I 46, 7E BC R 0 [R) U5 % € 44 2 8] H 3R
BEREEATHISCH R R 4), X — I AR [R5 G (A kS

AIk 2. CARIE I T Al pl 7 B335 SY CP 1 (synaptonemal
complex protein 1), SYCE1(synaptonemal complex cen-
tral element protein 1), SYCE2, SYCE3 I TEX12(testis
expressed gene 12)%5E012-161 Horh SYCP1 B 2 A 4 #H
T H A A A 2 UK P 2% R DR s (Ui B SYCPL
HEHEAE— R, TV b B IR 25 p L),

TEWR 23 AR I, v it B 2 76 (0 il 1) 22 A X 3
G A AL U8 A5 R 2, I L v A 2 2 (R 4R
FOIEAZBENLS A (1, 1105 72 5 YEDSB ™ AEAME K 1
P A 9200 2 [R] Y G 1 [ B 22 X B I AE £
e Bl DA RES 5 57 328 T A 00t e R 00 S i, e 2% AERH 2K
ST B R 0 2 1 i a5 4. 2 el o 203 N .
9, T A6 A 5R, [FUR G (AR o3 B8 I B 2% 10 il
22 X (chiasma) & % [ 45 #4).

HASE RS, £/ AN S s S FLsh P, b
AN 10 4 e €0 AR ASCAE B 0 A i 35 PRI 5 % B AR X

18

(pseudo-autosome region, PAR) & “F fig X Fll ik £

1.3 [ 5 G o A Y ER2E i 4 2

TE M XUAIN, vl B4y 58 4 5%, 9 2% A %k 40 T
YERF IR G R 2 TA] IR 2R, SRR 7 22 T i ]
PR GL EARTE FRIE AR ) IERRHES, (RIS k2 TR 7E R
28 #A R AR 2 # (crossover), X F A i 2H (recombination);
A HRAERUE I R 128 X, AT IR G AR IR R AE—
E(E1A).

I YR e €0 A I 28 H R AR T R 2R 3, S 5 R
%%, R iy = 41 5 (A MLH1(MutL homolog 1) FIMLH31J]
#|dHI(double holiday junction)&h # M 7= £E 1 85 — 2858
2 F11 FH Mus81-Eme1(MUSS1 structure-specific endonu-
clease eubunit-essential meiotic structure-specific endonu-
clease 1) V) #I| BLEEAZ N 45 46 BT 72 28 1 58— 2848 21,
B — AT Wi S PR Sy B FIUR Gl Ak R A T8 AR ) o R
M) 277, Had R 2 e gz 58— RS R
AE TR 2 LR 2614 (1) Obligated crossover. 4% [ J§
PR KEMEE L2 Dok AETRE K. (i) &
N F-#(crossover interference). 7E [ — 2k Ye itk I, —
AN R R AR AT e 2 AR LB X R AR A e, 556
— R AR, B A 2 B AL A ).

MEIN 2 J5, SCTE A AR, 0]l A0 o iy 1 43 AN Bk
17T 35 2255 (kinetochore) &b, UH ok Y £6 B A4 2 [BI4K AR 4%
a2 BWERAE— . N, RVE G AR
22 5347 0 2 K B 95 BEAR R AR I 0 A 51, 9 BAESS X
(B N ARSI T R R TE R b R R T R,
Rk G € PR 8] (1) 6 45 £ 1 R A, [R)IR G (AR AE T
(7 5 T 3 A% 10 25 AR 1R P AR, I B 4 NS T
41 .

1.4 PR R R RIT R

o S AR ) P i DR 2EL B S ) R A G 1 P
44 (sex chromosome) Al [ 1 Y (f 44 22 Ah 1) 5 Y o4k
(autosome). MM T FLAN W M G AR (X, Y)BR KN
TEASANF S, FE o 24T AN o3+ FE Al 22 0l B 42
FERIN:

(D) W G OR R EC . Bearmlieas T 5. s
AN, B 2] B o ek i) 4K, T e 644 1 S
XF s IR g3 R A T I A 2 e LR 4, B AR
EPEGL AR A s . 1R K A PARP223); P e iR | AR
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BOXT BRI X B, 704 26 AN X2k B y-H2 AXAE
Shrid, TR (sex body)( B 1B); £ T-1Z X B i B
(R S I3 5 SR, PRI 53 24 G B A4 2R i (meiotic
sex chromosome inactivitaion, MSCI)?+23,

(2) B G (AR AE B OB R 2= KA
U, H 5 B A AR BR A 22 00T SR DA A Y E 2
AR DX T XORITY 8] 5 0 70 2 R AE PAR X R A2 1K
i 4 [22.26-28]

2 WE RGEARAT W 43 T BE

IRE oy 2 b B2 2% T MRE 1) B (AR AT N R A IR AR
A AR WD BC - R AR R A% 22 B P 7R AR IR R A, IS 4 B
JE IX L6 L (O AR AT 9 1) 73 1 AR RE A AL 2 A 42 BT
WA, R G €042 78 8 8540 2L B i A B L D
XF Ik A E 2 DA RS HT 2 B AR T el B 20 2R i 2
ARk A 3R F& 7 14 DNAXUEE Wr 2 (1 7= A= J HL DA
[F) I G 0 A4 S A AR 3 AT 1) 7] 95 2H 12 & (homologous
recombination, HR). B T #4 #HRE E K, HDNA
1K) S B DA (R U G (0 A (T AN 2 JH ok 3% 0 B4 B )
DNA AR . 3 1E Watson-Crick Bl 2 o Xt ) J5 ) 1447,
BRIt DSB A& &2 sl e 2E 17 1) Y5 G € 4 (] f AH LR
Al ECXS, PR SCIITE . SCHe [R5 G i 4 55X dh &5
B, g T DSBRE K, IF N IRIVE 4L
PRI B AL W) 5 B A AR AL TR

21 FFMEDSBRY =4

IR ALy ZEFE 7 1t DSB ) 77 AR A& 52 08 H5)
HYAOARAT AR 4> T Al BN R A, 727 YEDSB
By A as T A, IR IR g . T
RAD51(RADS1 recombinase) o7 s 144 1) 25 & B, /)
SRR T 41 Pt R e M DSB 1 250 B 7 A 2R K B0
18, 540 A 29250 N2,

TRE R P YEDSBr= A AL B A SR BEHLI, 102
2B T R AL % i 2. PRDMY(PR domain
containing 9) /& H A M — CUAN K ¥ 2 72 7 4 DSB 43 A
fE . PRDMOE A 4 i FH3K447 1l = H R AL s
PE, BRAE Gt ERAIRE 5 7 (motif), FEXT 1% 28 7 it
1T T H3KAREAT = W Ak, A 8 43 = W1 Ak Ao AT
DA R 7 M DSB = A FH 2K 1) 2R 1T 1R 0 0L,

e/, H TS RSP DSBS B

£ #5MEI 1 (meiotic double-stranded break formation pro-
tein 1), MEI4, TOP6BI(TOPOVIB-like) #1SPO11(SPO11
meiotic protein covalently bound to DSB)P! 34, Hrf | i
B 2R S AR S R A B SPO 1A AN & 7= AR R
DSB¥) B #2888 (4. SPOTTE A 250 AN ] (¥ BT 22 44,
B 4: B SPO11B AR 2K 25 4h i ¥ () SPO11a. SPO11p
i34 5 TOP6BLE 1, 25 % Qe tifk L DSBI ™4 ; 1M
SPO11a/l AN B FITOP6BL H.AE, ‘B 4 % 471 5t P e i
PARIX DSB 17 4.

22 FEFMDSBRIEE

A5 2R P I DSB ™ AR S, 4 3d o [F] )5 E 2 )
773, ChRE G to A O B AT A2 5. AT AE A IR
Gt A [) 3 5750 8 10 70 - i 5, O [R] I G O A B IC
XA 2 R AL 2 7 AR Al 9k B A 2P M HR B FR 44
AW SPOLLI#% Bk L DNA 5" KU VI . RADSLA
DMC1(DNA meiotic recombinase 1)3%4E . DNA#EZ A
HTHR H [ 7 490 B fidf 25

(1) DNAW 24 fSDNA 5" 3 DI B (BL 35 Spo 1 1 1] %)
FIRPA(replication protein A) 545, 7ERTHA 1, SPO11
I 77 A DSBs Ja , AR IL i 45 45 fE DNA 5 K i,
i A% R N V) B MRE11/SAE2(meiotic recombination
11/DNA endonuclease SAE2), 8SPO 11 F1 4% %%k LA
FEMRIEATIRET =4 DN AR SR 1ES — 3 F4 R
AMIIEEEXO1 (exonuclease N Nt — P28, 2B K
FEANTE 52 B EL3 AR v IDNA D7), f5 45 5 UIRPAK &
YN E R R EEDNASS S H 45 &, LA LR S 5EDNAY
Bee filp BT R — R S5 4, T T B/ DNA BB R A1
5408 RADS1/DMCI1 1] 7E BRCA2(breast cancer type
2 susceptibility protein) 1) 4 B~ & #:RPA, T % BDNA
R NAR R 1 AT S 21 4E (presynaptic filament), 37T &
PIRADS 143 ] L1247 55 B Bl D RPA F 7 SR BEDNA
DL R A 4 52 56 1IE B RPASE I N i 55 RADS 1)
HAET 3 5E A7 T DNA#G A% 67 10, (5 H 80 i A R 1
DNA HL8E ] 27 4k B e A 1R 75 3 e A 10, Bk i ot
& 3, MEIOB(meiosis-specific with OB domain-contain-
ing protein)!*!*?| fll SPATA22(spermatogenesis-associated
protein 22)13 44 2 5 7y H 4y L 2H i B E MeiobEX
Spata22 kK WIS RESH S 7, RADS1HIDMC 1S 5 s 4L
FEAR 2RI B 2R IHRE (R 4t i v 2504 R B4, SR e
TIAMEZE TSR, XA F 4 4E T2 slialits
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TR FR A I RGO AR BAT O S S oy T B Al

EHAEEAEH. AL, ANFTRPAKZ, MEIOBEA
FURFIRI3 LR A VI BRES 14, 3278 B 7] §E 2 5 SDSA(syn-
thesis-dependent strand annealing) B J¥ dHIid FE H13' K
ity {4 o 1421,

(2) RADSIFIDMCI1 1554, DNAHEE FRADSI
FIDMCI (1) 1E 5 Z24E /2 DSBIR S & F A7 R gLt
PRBNAAT I B4, Foh, RADSTALE B3 4 Ma 1)
HR AR 75 2 40 i b gk AT 1 R 2 70 K B, RADS
456 1E B DNA | JE B[P RADS 1R 3 4F 48 (RADS1
presynaptic filament) A] 5| S HRT A2 HH 7= 4 i BLEEDNA
XF [ 5 XU EE DNA Y B 148 5 F0 AR 0310, AT S B B0
DNAX [FJEDNAJF I, LL5E BDSBHE & 143441,
DMC 1 AE IR E 7> Z4HR H 4 75 IRADS 1A YR & .
W 7L & B, DMC1 E A 5RADS U BL ) 5 4 B 1, I
TEDSB 3" 54 A Ui 55 A5 A5 5% P %o A 4 oo () e 1A
X — 1 M DA T 5 e o A T I G ke e £ B A R AR AR
(I Uk 5 70 Z4 R PP M DSBS 2 Hp B AT 8 3 (%),

P, RILT — P B2 M RADS1 32 4 1)
¥, H b, BRCA2 W it i id 5 RADS145 &, NRADS1
#EH FIDSBAL, {E #FRADS 14 A5 DNA _FRPA I HUA
M S RADS 1 7EDSB A Uity HLEEDNA_ [ 55 HE (46481,

TOPVIBL
e

DSBJEAL v/spom
SPO11 = I S
oligoes ‘4 5— 3 RimtDbx
RPA MRN CTIP EXO1

4
ﬂ:n LEE 38
RIS 40

iﬁ%m - l"

RAD51/DMC1

DSS1(probable 268 proteasome complex subunit dss-1)1]
A R EBRCA2 5RPAIL, &, RALHRADS IXRPA
(RTEAR I, B R A Y RPA B E 38 i 47 3£ PALB2(partner
and localizer of BRCA2) KA BIBRCA2 5RPALS &, it I
fEHFRADS X RPAEU, SEHLRADS 11 554 (1€12)50),
4k, — 2 5DSBE K I DNAH) % (DNA dam-
age response, DDR) 2 [, WIBRCA 1 (breast cancer type 1
susceptibility protein), MDC1(mediator of DNA damage
checkpoint protein 1)#153BP1(transformation related pro-
tein 53 binding protein 1)P&E 4 & ILAE/AR4HERADS 1
(1 SL 4L FR b o B AR B fift, Schay %8 AP Y
AL 22 [ VRAE B, N 2SRADS1AL 25 ATPAE & )5 4
Ae bl S S B L BEDNA b BbAh, A HRE R, 76440 i
HHRADS 1) 5% 48 52 FLB R A 1) s i 5%, (8 5 52 36 25
FEIRRADS I BERR (A s RAZ J5, RADS 1P 32 4E 5%
TEH R B AU B2 0T BEDY, $27RRADS 1 R A0 %
RADS1 5282 F o vk € P .

55 g AR AL, A5 B 7y 40 i T, BRCA2 AR
XFRADS1/DMCI S8 B A B ZAE ], BRCA2/ZIZ4
CRIE LR T & A2 87 HR FP 4T RADS 1/DMCI
SRRSO M R PN B 2 —B0555) TE Brea 2

LQIRREE
HRR TR

0 MEIOB

SPATA22

&£ T IR AFIDNASHK

e-e-0 88

First-end DNA synthesis

N
T ..
a a 0’:“
Double Holiday-Junction *“0/("
@HY) o

IR
SDSA
* - #
Y, \-k
IR

B2 BES AR EDSBE =AMER
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N EE N NIBRCA2, /N R B REE, (HAE, H
s BEAH L H BRCA2 I I8 = ARMIK, RADS1/DMC1ANRE
Wi HAE FIDSBALPY. RIS, fEBRCA2 R AE [ K
W (Rattus norvegicus)(FL 5 115 AMNE T K AE T T LR
ARy Fp A 0 82 35S, A= AL 7S % B, BRCA2 A 84
"] LLFIRADS1/DMC145 4 ffIBRC Repeat&h f445, 1,
BRC1-55RADS1H A 1R 58 1) 45 A 6E /7, T BRC6-8 ]
5DMCIHI45 4 #E S5k, R, fE0RE05r 244, DMC1AI
RADS51 7] g £ [ I # BRCA2 5% 42 3 B 55 DNA | DUEK
FRRPA, F:Fi Ji5 1) 1 10 A {1 - 2 S /EDNA BRSO, 55
I 21100 nt 1) 2 (1 -DNA K &4E0P7). TEX15(testis
expressed 15) U] /232 A4 18 1) ] 52 e R BR4H M98 55
RS E P RADS 1 SR8 1 5524 B B8, Tex I SRl
/N RS BEAN AR DS B = AR FIRPAZE4E 5 1E L TEBA
7% 5, (HRADS1GIEHURRPA, FHRADS1/DMCIA
REMLHH 2L 2 LB DNA L, 51 R FYR 1 2 Z BB, (H &
T BRCA2ELTEX 15 UrAe] i 15 4% + & A 90 E5 43 24 1R YR
BE HRADSI/DMCI 54, DLEH LR+ 2 5
ZIS A R AT

E A3 B A2, 7R 20 B A0 2B RS 41 B 0l B 4 24
FIHRHLHAZEAR K ) 2 5. Bl i, 768+ Kk 2B 0k
¥4y Z4DSB [A] Y5 15 & 71, BRCA1%:DDR A 5% & [ Xt
RADS1/DMCI S8 I otk e E M. 1£Breal RAL /)
B [ K BRI L, RADS1/DMC ) 3248 5 1E 8 X BE B
T S, T H 2 HDSBAE TBEER. Xl it s
A2 L H T HR DLAH 2k G 8 BRLAAR R RSEAR, 17 U B 7 54
[T HR DA [R5 4 044 Sy i 25 7 G601,

(3) D-loop/E L AIDSBIZE. RADS1/DMCI1HUE
RPA, H 454 2 EEDNA L =t B &5, %5l
KEFFEDNANZ WEEDNA, H 1 ilD-loop. 7£D-loop/
B A, FBEDNAZEDMCI ATRADS 145 Bl T % 5
WRBEBEAT IR ). RSP S0 R, BB DNA FIRE AR 4 25
G, B T BRI 1) 58 A VLI B B AR iR
Sl B 3E 5, T 28 94N 58 4= DU TE B4 B 35k T B 1o 55 12 N 45
P e infa e 02, B 5, FEEDNARIARAR LL3MH e A #
AL EAT R FNEC XS, FF 5 4T B 29100 bp 1 BC X X 3.

KL 7y ZEDSBs 8 52 32 B 3E i 4% IR 12 R 58
i: SDSAiREMIdHI# 42, SDSAIE; fiE RE —A4
DSB A i 2 5 N AR [FJE e (44, B D-loop & B Ji5 26 LA
[F) 8 G A R AR A o B, B 7E D-loop 8% 5 — A
DSB A bty 4l $ Al 4% i e B AR T, =108 5 ROk (I DNA 2y

FIB KIE BRBE . T A R AR BE AR N BT DSB K i 1| A
B E N AR 58 A B, IR S T 42 T Binon-crossover
FEP(E2)3) T dHT & 42, BN DSB K B & 5
12 FEE G k. RID-loop T HJG, B L2 — MR
IDSB A i 51 & DNA & B, 1§ D-loop#5F PASE K, i f5
ZEK: ) D-loop #ZRADS51/DMC1 A1 5 % () 552N DSB K
Uiy 4l 3R, [RDRE 2 DA (R YR e A4 AR AT 9T BE B R,
WAk HE AR B2 A A, TR R LI dHD R R AR B, o
S dHTiE I dissolution /7 3 I U 2= 7 £ non-crossover
FE, an i Lhresolution /7 2 A# U 7 JE A crossover B,
non-crossover = 7 (1&]2)163),

AR TR 23, WA R T 8 N R
[F] 5 4% 24 4 (inter-homolog, TH) 1M} 3F 4H %k 4 €2 544 (in-
ter-sister, IS). 8 7 Z4HR 1, BRI £ 52 2 FhH 3=
A4 1, YA o RERE S I Gl o R il 20 4y B G Bk
e 0 Bk 2 18] IR R RS 0] BE 2 AR ARG BRI 4.
IR BEH, G 2K Red ] 2 fETH SIS LU A5 15648
1:9151 [ B 5l 2 Red I 1l Mek 1 23 A3 TH S IS LU A5 I 5: 1%
A5 9 1:10100. 5 /N iR 1 RecSwit & 4 5 SRR Ytk 2.
B) o2 B 2, BT AR 2 1 2 H ok % £ 4k 2 () R AR TG
2, BEHIRECS & [ 7] BH 1k 4 ik 4% 5 54k 2 (8] % AR Bk
U1 SRk, 9 oy 4 3k R v (1 25 2H 1 Al B DR A
A] e 2 5 AR BRI A%, WIAE 28 BE 9 BF H Rad 5 1
b2 S EUS LB F = Ak, B BR Dmel, DSBs G
PABE, 1M A R B Dme I f Hed 1, 18,53 8US LU T 515
At {5 Hed1-Rad5 1-Dmc1 & 7E—ite 7 RE4E R =t
B B THAZ 5277 2. 3 350 B ek 25 2 88 %S R 15 4 32 2
20

3 g

TRy 2L 00 G AR AT Ry S B oy R A B LI
A, AR 4 TR ANHLERI AT T A R 1, 24
PR AE 7 980805 24 p F2 15 M DSBAR X 35 51 Hb 43 A
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Chromosome behavior and the molecular basis of meiosis
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Meiosis is a distinctcell division pathway in gamete formation in sexually reproducing organisms. During meiosis,
the chromosomes undergo only one round of replication, followed by two rounds of cell division to produce haploid
gametes. The behaviorsof chromosomes during meiosis I,including pairing, synapsis, recombination, and segregation of
homologous chromosomes, are the most distinguishing features of meiosis. These behaviors arebased on the formation
and repair of programmed DNA double-strand breaks in early meiotic prophase I. In this paper, we summarize the
most important chromosome behaviors during meiosis and discuss the possible molecular mechanisms underlying these
behaviors.
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