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EEE(EZAERR &£ B MSL E&1HE T HY
RNA RiE5H"

‘R O®H OF O M I A

AR
(B R 2R A B2 2 B, RO R E A mt i Pt R R BRI 5 20 T K B T 9830 %, 100875, 4L a)

#8E  MSL (male specific lethal) 5 A E Sy ] 75 SRR EEAME R CHETTI, TEAR AT IR RE D SRk i i i R vh & 45
THEEEM. AWARFT ARG R & & o B8 43 F LS, 32 H TSA-FISH (tyramide signal amplification-
fluorescence in situ hybridization) £ AR WAL /HT IEH ARG 55 G R = ARG H i MSL & G120 43 FE R R Th B
3, RIS A A S A R AR A ARG AN [R) B A KK, LRI A R R 28 k. AR5 R B, 76 MSL &2
B AL R AR R A R R A A LA, BRI R B B, 28U B R 3 SR DR AR AR SAK P 1A 28 53, T3k i
Fih e ERIH A TRHMARAR LSRN 7. BEE LB RPET, G A R Bt in 5 SOk R 2 0] P 4 A A8 4k, it
PR G BONCKE 5 & MSL 25 A 20 53 33KV 19 22 S A8 Ak, T XA 22 S FRr sV E I TR SR AR IR IR IR 2 B

)£ At 3.

KA AREEATIA; MSL S5 1A TSA-FISH; S 2R AN

PESES Q38

I # A5 {4 (aneuploid) J& T4 o (A %k H 48 5, JE 4%
s A P 35 PR o 1) A8 Ak DA B 3 PR R KT 1 25 5 A
T B A NS A AR A, X RO SR A A AT
30 A R I 2B A7 5 R i ™ B L XA
R F, F5 [RZE A 1iF (Down syndrome) /& it 4
T 1 H g o Al R A IR B, R A A N Y 1 2%
21 S YR TS, BOMIZm XA R 21 = (kLA
IR 5 IR B AR A H, 30 1 2 g o R Y R B
A KWL B LT | S TR T SFRRAES. e Ah,
FHE5E B, JR A AL AR AR S A A AR 2 ZUFN 4 i v ) &
Az BRI 2 T AR KT, v L8 R A > v
() A 3 A5 1k I 4 e Ry i . A BN B, 90% DL 1Y
SRR N 75% LA b o I 9 A0 R S A R A
PR i1, A 2 M E 2R I R A T oy T 2 2R
R LA 8 S Y R IR A T RN, AR A K
G5 Je T O R 2 T A TR AR SR 4 AR, 6 T X — ()
L W E A AR g — e, R AR AR
XEAER I A A R B B B AR FEE, (A
KT AR R & & 0 BAR T IR L], 75 2
B2 Rk B X AT IR A BT 5 T A

TRZAF LT, WA 1 (] Yo £0 (A 1) 2 1l R H 25 5
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g TN ES, SitER, X - 2R EESRT
VP ] e 32 A DRI Rt RS ST Al 3 A G v ) —
7 R R AR AR S AR, AE R, MEbEE — 1 5%
X G AR e Sk AP A B T 2 4% R, DURMES P % ]
e Y e 1A 5 G £ (R ] Ay 35 PR 3Rk, DT 55 00 741 o
MR IXOPRE R XY RS R Y G AL RS
Z MHEVERE S 2008 &2 A K (male specific lethal complex,
MSL complex) ' ¥ i 5. S g MSL & & & J& — Fl {2
TEMEPER N 225, IF HRES FE S P s SR AE X e o gk
Jil B B A% W A% 5 S 5 1A, i MSL1, MSL2, MSL3,
MOF ( males absent on the First) . MLE ( maleless) £/l
JIL-1 45 6 Ff 25 H, A — Fh K AE 2 15 RNA, roXT
(RNA on the X 1) ¥ roX2 It 41 "L

MSL1 J& M Pk 5 g X Y a4 3 K 58 42 3R 38 T b
T EZ TR, BAE N MSL & & RS iy S48, ] 52
P MSL & A PR X 5% R (0 1 Sk 0 1 UL XL £
K A 7E B AR 22 Y 6 )i 25 FI 25 (chromatin entry sites,
CESs) , 1fii CESs I 5 18 £ & 5% A1 & i ( high-affinity
sites, HASs) , jX #& HASs 7l ) 5 MSL1 # 2 ik o ik 47
P &5402, 5346, MSL1 C A % Y PEHE 25 #3, /v
S MSLI [5] MOF, MSL3 fi% A H. 4 FH ™, N 2K i

*ER A REEIE S T B H (31871243); LRt UBVE K2 A R RMIF AR 38 X E KB BhIi H (310421101)
TG IR (1978—), B, B, 14, LA R0, PF5E 5 n: o F G MR 4%, E-mail: sunlin@bnu. edu. cn
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-T2 T A B 48 S8 IE IR A5k, i 5 MSL2 A 45
A1, PG, MSL AH 2 T84~ MSL & 4 14 1) 21 3 °F
. MOF J& — 4 15 11 £ Bk 1k i ( histone acetyltrans-
ferase, HAT), ‘B 7 LA 3% 5 YL 8. 5 DNAZS &, GRS Y
51 Hb 2 R A 4 R 1T HA 1 16 5 i 2 iR (H4K 16Ac),
T Ak e (0, 5T 25 K A DI R, DA T I3 e 519 MOF RE
HEZ 520, N2 5 XL @R Gz, Y
W Ll SR g (] B Ak 6 5K MOF i 1, HEi g o (R A ¢
L ) R TR AR I bR T X Gt A G
BRI ik A I 25 5, LR R I e, A
PER I N FEAK. MLE J& — R T ATP XUBK (19 RNA/
DNA fif Jig filf, J& NS RNAFEHERE A 1 5 B[R] IR 4 U8,
MLE %54 roX RNAs 5 ¥ H — 94 2514, Jf 5 MSL2 %%
A, LU IR MSL & & 74 HoAth 21 50 i 43 19 48 5500, H
ATP [ifg 15 P 7] {2 F MSL & & 7R X HAS 435 137 #1119
HE DR T AT R B SR, R THE TR MR U MSL &2 A IR Y
X YL AR 4 1O 0 T P roX T2 K AR 4 i RNAPY,
BT X Qe fk b, BAARE M ZHEim, FHA B &
A CESs. 4 roX1 F Ay % 1 K 4 A B # 9% 64K F i,
MSL & & VR AT 4% $3 55 B4 AL, IF A a5 )iz
i R A0 B Y R G R XY, XF MSL & A AR Y
0 o) AR S M RN R HAT E AR .

WFoR R W, AR A G | & 0y 5L R R IR B 4 7
4 B DA 20 30 [ A e =R B oy P e =GR
RN SR B AR R A5 R BT 5 | R By — e DR ) Ak, AR
H bs 56 R 19 26 3k 4 5 4o o Ak (sl e 604 7 B ) 7 it AR
b2 R R RGP, MR T A 2 A5k G 60 4 iy o e
A, AUA 1A Y £ AR 1 P SR R — PP R R R S
() AR B A, Bk e S AR RO A DA SE B X
(SN Z NI S 5 v N i o 1 v T2 1 =
£ T MSL & A A 78 7] 1 AN 1) 8 48 o AR b R 4
THEEAER, IS AR AR RS 5 PR 2 P S =]
BN AFAE — 58 CHK.

N T HRARIE MSL G IR e AR AR 2 &
aob 7 e e PR 3 R AR B AR Ay R AR AR T A B A
FH 1% Tt B 15 5 i K 2¢Ot i 67 2% 28 ( tyramide signal
amplification-fluorescence In Situ hybridization, TSA-
FISH) AR, 3 W0 T 1E % A5 IEIG 5 % e
TR =R JIG b MSL 52 & 1A T 5 20 53 K6 D B 3 K A8
X, Wik —2 %485 T MSL & &k /AR
FEARAR A B o fE b ny AR, Sk — b R
s KR G & & o #R  8y 4 F R E PL D B R A
WA

TERE 25 AT e, et A% ARG 0 5 2k 4 T 1k O ¢ )
O 2k 0 I A0 B oy A A, T R AT A v o B R

TSA-FISH $£ AR, 0] i K Hh $2 &5 1% 5t 5 06 J5 A 2 28
( fluorescence in situ hybridization, FISH) £ K Y R £
B, R A% S O 1 TG v I A G T A R e,
BE T I ok i 1) A 5 BOR H AR R — A8y 17 o 1)
AT, SRR AE TR o3 FE R 00 S5 1 N AR AR
M Z AR LS 5, SR E B R S H A 4 B A
41 RNA 6 75 2 b, TSA-FISH H A 1 7 42 1 56 [
o RNA 25 5 2815 B I [ B, PR A 4 v 1 Bsf (] s
(] 43 B2, S A (IR R 3K 5 1) RNA R 2, IR AT LS
HABAF 5 R R SAE Gebric kB G, T4t
FE AL 1) 53 AT A 5.

1 RS

1.1 RBRZSHEIE NS i R b Hkik
A B IR T SR e e R Ak L e S 43 AR &
1: @ Canton S X & Canton S Ml 7% 2. @ C (2L) dp/F
(2R) bwxd Canton S #4773, HirpJy %8 1 2238 r %
() F— A SR B Ay 52 58 XoF BE 21 7 /4= 8 Canton S. 7 8
2HTFRARAGE Gk, B2 5 Y ik 2 kAR
B AR — 4 2280 L, WU o S48 R - I 2 4% 2L B
ARS8, I 2 28 159 3 = (R R Wi 4h iy, i
2L =1k,

1.2 BEEERZIE S M ARKIFEMZ3E (TSA-FISH)

1) RNA #F4F & /. TRIZOL ¥ #& BUR i 4 RNA,
% 7 il % cDNA. LA cDNA b A& #i 1 47 PCR ¥ 3,
Ja XA R ey AT A Ak, 1 T7 R A BRI SN
S RNA &, #5544k Z iy UTP i Digoxigenin (Dig)
HATARIC, BB AR 5 22 S WS W AT R A TR A
F-80 C &AM T #HATIRAF.

2) L R I A WA 5 T L K 45 T ST ISCSE I IR A
BT 50% 15 17K e B B8 3l DL S BR OP 52 B b Bk i
B R B B B 2 25 A7 U T 1( 600 pL B e, 200 uL 4%
PFA) i) EP & v, ¥ 3 20 min. ¥ IR JIG 5 7 2 2 47 1%
W T (200 pL PEdeE, 200 uL H ) /Y BP 45 P, Ji i 3R
Vi BRI, A G PR B B doe A B 02 AR
1R, Bl B doe AT B, A S8 30y 15 s, B 3 K.
PREA 249 100 L H B, F-20 °C 5544 T 617

3)REF 258 ARURAT B TR G IR (V)
V(PBTT) & 1:1) #1 PBTT( 1xPBS, 0.1% Tween-20,
0.3% Triton-X 100) YL IEAG. INA & A B K B, =
T % & WEAG 13 min, 5 7EVK L& E 1 h. BEREH
KW, 1 mL HZ MR (2 mg - mL™) PRI
f& 2, A 1 mL PBTT YR MG . JTA 4% PFA %
WK R G 54T 1 E , 5 E 20 min. HKK A H PBTT
W IRE W (V(PBTT) : VIR A1 : 1)
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Z4 2T WS (20 x SSC, Formamide, 50 mg « mL ™' Heparin,
Salmon sperm single strand DNA, Tween-20, DEPC
treated water) LR HR .

Tra] e A i T T 118 728 M 2 S VL 56 °C
NG 2.5~3.0 h. W% 75 45 90HT, 7 PCRAE A RNA
AR, 80 C R H 5 min, VKA 5 min X H 3E 47 48 P4k
. B BRI A2 5SS W, BN 100 uL 22 PEFR 4L, 56 <C
BRI 16~18 h. FEERE NIA, A PBTTB(% 1% il
YikEy 1 x PBTT), it H] 20 min. #2FR PBTTB, MILA
Biotin-conjugated anti-DIG antibody % (2.5 ug * mL™"),
Z M F 2 h. JH PBTTB BRIk NG . # Bk PBTTB, il
A Streptavidin-HRP % (2.5 pg - mL ™), EiRIFH 1.5h.
# % Streptavidin-HRP %5 ¥ , 1] PBTTBUE % It i . H]
DAPI ¥ ¥ % iR i DNA #E47 44 65, 5 & 15 min. % BR
DAPI % ¥, Fl PBTT ¥ TR VL& IR M.

4) it ok J¥e 15 5 ke Aar DN P T T P % A 2 ol
(0.006% H,0, # ) HPEALAG. A Cyanine 3-tyramide
W, A IR 2 he AKIKfE ] PBTT Hil PBS 5t ¥ it
. JEIMABTZEE K B 73], IR T 4 C &
TEw. RIS RO B RS S
W14 HY i B4 i 2%

it e 3 9 3RO 3 3R £ 12 R (LSM8R0) i
F3 0L AN A $E . 200 85 R, S 2 16 )2, RS
30 um J5E 2 IR SR DD R IRTR, e gain LA 4 15148
HE A B O, 148 ] T 9O R B X L Y PRGN, 1 O
MBS ROCE — 2 K BB AR D CZ1 3. 18
I Image) B AF X A8 B AT 2 i & 0 . 23l 18
BRI 70 Bmds R, R 5 A 4 2] fdi ) ZEN
Blue Lite 2019 Jill 5 DNA Fl RNA 41 5015 5 58 &,
IE DL 2 EHER B RNA 4T 98 608 £ 5 DNA % iR
JE LCAE BB AR Ry B TR i 1) 2 SR AR K P I A, >
FEA U 20 E 3 LU B AEY SRR, I
SPSS 24.0 A7 ik 14 22 5 3 1.

2 &5

TR IE MSL & A 1A 6] A5 3 A% 1R 1) o 42 V6 I A
MAEHLH, N MSL &2 & 1k [ & i % , 12 ] TSA-FISH
Fe AR KM MSL & A R 55 2241 43 76 SR W W i 45 & & B
Y10 7SI AR KT T2 K T %) B S AR 43 AT I 5,
Xt LT A RN 2L = AR BR G P roX1 . msl-1. mle. mof
1 IR, BT MSL & & 1 19 5 2 4 oo 44 %t i
AT R e €5 1A T A A B I B . AR SR S T E
— LR MSL &2 & R fE AR BAS R IR iR & B b # v i
YEHT, 2 MSL & & 1 PN FR TT A 1Y S Bk 412 Ak 552 95 AR 41
DA B R TR AR AR B A5 R 5 5 1) kB R J RN -3k 1)

SEARLIR T T AR HERT AR 2 A 5 mT A7 e T
21 roX1REERTWU roXI i T X P @ik |, &
Jebg MSL & A PR 9K AE 4 % RNA 414, 8 1 Xt
roX1 ¥ 5 A AE B A= FUFD 2L = A IR i v 1 o8 7 15
K roX1 TEAT— I A IR b i A B FL H 2 1
Fik (8 1-a), HI A LT 38 A T R JiE T A7 f) 24 21
JUR T2 0 L, STV 40 e o7 A AZ I R S 3 (B 1-b) . 1B 1-b
St 6~11 77 3k BT 48 B 47 S X 28 3R 40 1 T pl 22
K, St 14~17 Fi kg A A IHAL R G T . 7 St 1~5
I, roX1 b s AR B 6 T AN MU )Z , 78 IR )2 40 il
N, St 6~11 B, roXT ¥ 548 F 2 & T #if
R, FEM G R MOAZ LR St 12~13 B I, roXT
B SRR F BT AN, FE 240 A% AR St 14~17
B, roXT ¥ SR EZEE A F 0 I, 7R AN i N L.
1 76 57 26 B R iG55 AR B A5 K 2L = AR IR IG [ AN A7 7 7%
SEAE AN 22 5%, B TE IR IR & B i R, roXT e sk AR
(58 B2 IR 23 R R 2L =44 7 A i i DR 2H Y AN
A 2L = Ak, LA ) & A e o 4A 7 Bl
AR, Bl 7 AR Y S 2R N R roXT Y 3R
KK, I AR AR AR (B 1-0) . #E Y IR Jif v (St
1~5 1), 2L =R SR8 roXT (IR Ik B E K T 1EH
KA CEL L, el) s e MG & & 19 v 5 38 (St 6~13 i
1) A (St 14~17 1), AE A5 R IR iR v roXT 1)
Tk AW LR T IEH ACE (F 1, c2~c4) , H R &
JRIG & B AW T, JAT1 & B roX] 78 2L =R IR i
I 2 8 KT 5 AR B A BRI b %) 26 3K KT TR Y
25 5 ORI, ZEA AR K F I TSA-FISH 55 56 45
SEF U], 7E AL LD 20 Y3 i 1 4% 2L Gt AR OF AN ik
PETE roX1 W 223K KV, 22 IR A8 ST 5 3 0 i iR
JIf % B A B Beh roXT 19 335 7K -
22 msl-1 RIEERTH LI R LM, msl-1 55
A BN TR 2 R G (G FIIE #2221 2-b)
FEAERGE UG s, DIRAE | MERR, & 2-a Flb).
55 200 roX1 %% S A 0 W40 M 5 7 B AN [R], msi-1
SRS B A0 A A6 485 X A% R 0 A (8] 2-b) . BT 2-a
H, al-4 i 3k r 48 B AL kI (520 i Sk ) BN B R
(Z0H k), al-7 i 3k BT 8 3800 )5 M, al-10 i 3k BF
FE A hy VAR, a2-12 17 Sk T 48 T A K v i (S0
KL RAE (.06 k) B 2-brr, St 1~5 6 3k T 45
AL R 20 B IE )2, St 6~11 & Sk FIT 15 3 A2 Sy 4K b 22
ARG RE 2R, St 12~13 F7 3k 48 3B ALk oA o 22
RGN, St 14~17 17 3 a7 kT 10 22 56 1 M Y e
e IRRG (St 1~5 BH) H, msl-1 3% A 3228 5
O F A0 MR )2, T 02 40 MR 8 4 A s FERR IR & 1)
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a Ligaceit

2L =1k

Merge DAPI RNA

St 1~5

St 6~11

St 12~13

St 14~17

RNA DAPI Merge

b St 12~13 St 14~17
C
cl. St 1~5 2. St 6~11 ¢3. St 12~13 c4. St 14~17
3 . 1.0 C 05 - x 20 .
- I 1 Z
= Ez 0.4+ 1.5} .
=y L
=« I
Ra 0.5} i 03¢ 10}
R 02}
=2 il 0.5}
0 0 0 0
o AR o 2L =1

a. RNA FREF 1) A IR iR 5 Rr B, I A R DI AR G0 THUsits BT 7, 6 AR 9T A 1 R IS i & B 3 G 26 MU BT 7R . ro XT38 S R 1 T
TG AT WAL SN Z M. A5 80 pm. b. HLE MBI, A T 7 Wom i) UG = 38 BOK J5 1 S22 il se A =0: bl St
1~5; b2.St6~11; b3.St12~13; b4.St14~17. St6~11 FikFHRIBANEHAR, St14~17 FikFrfaiBa . #R: 30um. c.roXI
16 & LR G AN 7] % & i (0 I8 K 201 el St1~5; ¢2.St6~11; ¢3. St 12~13; c4. St 14~17. *P<0.05.

Bl 1 a. b.roX1 EFRFTERBFIHEMER, FREHDAPI LM FAFRICAI DNAES, L&A RNAREES;
& 1-a-Merge F1E 2-b ERHWER AL BRASEFBRAEHFHWE K

H (St 6~11 B3, msi-1 % s A 3288 5 37 T I8 ph 48
K, TS bE A0 M A% R 4 A5 s 75 M iR & & 09 J5 9 (St
12~13 B 1), msi-1 B S A 2B 6 F Wi, F#l e B4
JRLAZ JE) O3 A s TERR NG 4 & AR (St 14~17 B30, msi-1
BN B EAN TR, TARZR M. 5
roX1 e SRR, msl-1 7 S AR TEEF A R AR 5 2L —
AT Y I TR) AN A TR B SR AR 2 3 25 5

YA R LG, TEMG & B R, 2L = AR msi-1
Fikim W E MWK (A 2, cl). (B 2L =K, msl-1 1)
eIk 1 0] Bl A WG & B A E R A WK B ZOE R K P
(& 2, c2~c4): 78 St 1~5 BH ], msi-1 15 2L =Ky 3
ik 5 HAE R A R h g R TR B e 2 R
B St 12~13 B3], — 2 W] 1Y & 35 1k 22 = O R b ik
N FERIIR IR & B B St 14~17 B3], — 3 Z A (19 B
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a e spit] 2L =4k
Merge DAPI RNA RNA DAPI Merge
St 1~5 %
d al-2
St 6~11 -
al-5

st12-13 [N
al-8

St 14~17

b St 14~17
cl.St1~5 2. St6~11 ¢3. St 12~13
" 8 1* 6 —= 4 .
A 6 3 .
o 4
Bay 2
i > 2 1
2z
) 0 0
d dl. St 1~5 2. St 6~11 d3. St 12~13
8 2.0 * 15
W
% ~ 6 L I 1.5 L 1.0 I x
ik :
RS 1.0
2Z2 0.5 03
= N
=T 0 0
¢ el. St 1-5 ¢2. St 6~11 ¢3.St12~13
3 z 1.5 1.2
Y = x x
% ) L 1.0 8 0.8
s ' '
fgg 1 0.5 0.4
m e
0 0 0
o YRR o 2L =4k

c4. St 14~17

S = N W A

d4. St 14~17

1.5
1.0
0.5

0

1.2

0.8

0.4

0

ed. St 14~17

a. RNA REF 0 4 i e A2 B, F AR i DR B o W0 o T 7%, 9 S BT Ak 1 AR IS R 8 BT 0 0 76 (0 A 0 BT s . al-4 3 3k BT 48 3 Az
Al RO FS) FEMAER (FoHk) , al-7 Fk AR AN E B, al-10 FF kA ie A N MEROIR, a2-12 Fi Sk TR AL
Pl (SZDEisk) MBKRE (BO0F%) . FR: 80um. b HAUE BN, 4 T 5o i EGE R 58O 5 1 T8 40 & 47 85
3: bl St1~5; b2.St6~11; b3.St 12~13; b4. St 14~17. St 1~5 Hik i ML N MMAL)Z, St 6~11 Fi 3k fria WAL AP E R, St
12~13 i Sk BT 48 SO MM, St 14~17 7 Sk BT830 7 N MEB AR . AR : 30 um. c. msl-1 76 75 3% K 24 IR 6 A [6) & 7 I 13 16 32 08 K1
SHi: cl.St1~5; ¢2.St6~11; c3.St12~13; c4. St 14~17. *P<0.05. d.mle 7 5% 3 K AR fE AN 6] & B I W10 B A 0 #r: dl. St
1~5; d2.St6~11; d3.St12~13; d4. St 14~17. *P<0.05. e. mof 15 %% 3 R B 6 A [F K B I IR LK F 2 H7: el. St 1~5; e2. St
6~11; €3.St12~13; ed. St 14~17. *P<0.05.

B2 a b.msl-l ERARFERBEPHEMLER, ZE I DAPI LR THRICH DNAES, 4fBA RNA

®REHES; B 1-a-Merge F1[E 2-b ERMER AL ERASZREWAGHBENER
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ZROAMR, AL TR —FEKF. DL ESTRE
W, msl-1 55 s A R 3R K XF 2L = (AR TE e A% R v g
o R R B 1 AR Ak LA T 4 s B SRR LA SR KO
FERR G & B I, DR A2 B0 BE PR ALN 5 PR 5 e S 3500 Sk
KOV BE TR BE IR —2 R, AL msl-1
(1) 2R TR KB A AR T A2 B W ()R Bk 34, R
2 B HE ol e ) B A R (1 R 3k KO

23 mle RIZBRRITW  mile e FARM A f 5 FE
£E R TE B 28 R G 0 i T R R G 0 M R L R
20 B R A R B T A3 A . TE St 1~5 B, mie % SR
A F T AT MR 2, FE IR 2 40 R R 4 A
St 6~13 B 3, mle %% 5 A% 32 B2 0 F ki, 76 25 B 40
U 55 43 A5 5 St 14~17 BF 3, mile %% S AR 32 B 58 {31 T Mg
L O NG o O = - S i Y e Y e s
SRASGE AL 25 5, LI 2L =R SN S AR IR IG Y mie
Bl SEAR () 5 AR

TE 2L ARG K B BT, mle (9 3R3K K7 5 B
A TG N R 22 S (& 2, d1) s T, mie B % 5K OF
BER T AR (F 2, d2) 5 (BFEMRIR & & 5 A2,
mie 1) 3% 15 7K AT 1 2 0 # KSF (] 2, d3~d4) . X
ek L1 B 7E IR iR kB I 2 50 10, mile 7E 2L = {&
(1 22 TR KT 5 B AR RUAR >, SR 2 45 e R A R A B
R38N R A R 22 3 i mile FEak Bk s
24 mof RikMWERI  mof 5 A & 7 T R Y
RGN, LR MEA RS OEEE. .
L QA ), HOT 20 B 5 X A% ) 0 A, 45 ik DR AU i

3 (5] 1) mof i 5% A 72 (i A% CAH W)L 76 LI IR B o
mof 5 SEAR T FLE AL T AR, TR )2 4 A% 43
s TEWEIG R B P, mof 1 A £ 8@ Tk, T
P25 B 20 A% T 43 A s TEIR IR & B B 5 I, mof e it
AR EZEN TEMAER, T4 40 A% E 53105 78
WG B B, mof e s A £ B AL TR AR, T
20 LA S 43 A

AR BT 32 BIBE R BN (5, mof 7F 2L = A&
14 ¢ 35 7K - 78 LR G (St 1~5 i3 o 5 25K T 8
AA(E 2, el), (ATE G SE M IR & & B B, 2L =1k h
mof 1) 2 35 7K 1T 5 BF A= RURF - (8] 2, e2~ed). L I
GERFL, BREWILIAN, 2L =R 2 ks HoAd By B ()
mof Tk,

MK B, mof Ml msl-1 (932 kK= B AT 41
oL, SR 2 5 Y (IR 2 B0 H 3G vt = AR R g b
mof Ml msl-1 () 323534 B 7n 1 T #HI4E A, 78 2L = 1K
WG % B PR 2R R B BR A, T RIS & B R i
W) A] 5 1E H KF A

3 Tt

25 LTk, i 4E MSL & & K 24 /3 () TSA-FISH 45
B, AT LUE tH roXT W FIBW IR, sk A L
i AT B A i, I A0 B o AR A e R, R
TER N FRER . M) msl-1. mle F mof % £ A W) 3 /- 4
L T 7 | BIEE (A e A a1 A e Y
UG AR AR R T, 4538 BRG] MSL &2 &
PR 53 1 2 A A A e AR AR Ak, R AE 3R K K F L
AR R Y AR

LU A TR FR AR L, AR IR G T mile (1 2R 357K F
N RRE, FEARAR Z Y R 8 H AR T 52, i
A 43 B 32 18 K - 34 18 SR = AR IR IR Pt R AR,
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RNA expression analysis of MSL complex components in
Drosophila aneuploid embryogenesis
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Abstract

Unbalanced gene dosage of aneuploidy usually results in some detrimental consequences in

development, or even in death. The male specific lethal (MSL) complex, which is thought to play a fundamental role

in regulating dosage compensation in Drosophila , also has great impact on gene expression in aneuploidy. To explore

the molecular mechanism in embryogenesis, gene expression of MSL complex components was compared between

normal diploid and autosomal trisomy embryos. TSA-FISH ( tyramide signal amplification-fluorescence in situ

hybridization) technology was used to detect changes in subcellular localization of transcripts. In early stage of

aneuploid embryo development or maternal expression stage when no MSL complex is assembled, most complex

component genes already showed differences at the transcript level. Such differences mainly derived from maternal

non-haploid gametes. As embryo development proceeds, gene dosage imbalance due to increased chromosome

fragmentation produced inverse dosage effect leading to differential expression of the MSL complex components.

Consequently, it will continue to affect subsequent development of aneuploid embryos at later stages.
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