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The principle and applications of binary

expression systems in Drosophila melanogaster
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Abstract: Binary expression systems are simple and ideal genetic techniques, which have increased efficiency of
gene recombination and allowed the precise manipulation of gene expression in a temporal and spatial fashion.
Binary expression systems widely used in Drosophila melanogaster at present include GAL4/UAS, FLP/FRT,
LexA/lexAop, Q system, Cre/loxP, and CRISPR/Cas9 system, and among them, GAL4/UAS system and FLP/FRT
system are most widely used. The combination of these systems has succeeded in establishing mosaic, providing
powerful techniques for studies in cell lineage analysis, interaction among cells and so on. This review summarizes
the principle and applications of binary expression systems in Drosophila melanogaster and further introduces the
co-applications among these systems. Our intention is to provide guidance and suggestions regarding which genetic
tools are most suitable for researchers.
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1.1 GAL4/UASE%:

A FLPE I B0 S 37 7ol (galactose-regulated
upstream promoter element, GAL4) /& 7E % B} 4 & B
M4 PSR 1, 7T LLS DNA 7 81 o R R A6 A
e FL b LR 0E %)) (galactose upstream activating
sequence, UAS, B¢ UAS) 45 &, 'S UAS T L A
s 5HE. R0 A GAL4 Rl UAS 145
DRI SR ity REAT 282, P AR R AR AT DA SR A 1 R IE
UAS P4 BT i B 2R (& 1A).

EAEERRZ, FAAFRRER GAL4 1] PASE
PR PR E AN [R] R e () R0 2 B) R S P 3R0A . O T RS
i R GAL4/UAS 2431k, HETH 3 M
J7i (1) FF GAL4 [y 400 1] Bl 7 GALSO 2 1 15
GAL4 FE 1 ™ 5 ) FIFWEL R 7k, Wk ko
HHARBBT 5 GAL4 R A& f5 @ i ik &
GAL4 EARIE Y s Q) FIFMET L, WPURE N
KRG, W GALYUAS ZGih#Rik 1,

1.2 FLP/FRT%%:

FLP/FRT R4t 16 % T EHAN KN, J&—Fhfr
A RS . FLP HAR (flippase recombination
enzyme) ELA7 {7 s FE 514, FRT J& FLP 41 F 1) FF
A0 s . FLP HARG TR W L FRT ¥ 311
77 1) S A B 222 S i e AR AN [ i R A A R (1
1B) : (1) 24 Bt FRT J3 51| J7 In] — 3 9 £ [7] — 5%
DNA |, FLP AJ LA S MER FRT 17512 [8]ff) DNA
JrBOFI—A~ FRT F@ 51, A3 B 1 PP 51 A1 e
R SEIEYE 5 (2) %5 FRT P54 T [A—% DNA L
BJ7 A, W FLP 22415 FRT 551 2 [Al R 5IAL
(3) # FRT J¥ HI4i T W % DNA 541 I, W] FLP 4
5] # ¥ %] (flanking sequence) X [A] f{] % i, FLP/
FRT Z40% N T 5L DR 8 R o Ak & A ) A
(K 10),

1.3 LexA/lexAop &%

Lai fll Lee ¥ @07 7 437 F GAL4/UAS 2412
AN LexAllexAop R Gt. % R G KR FE 5 GAL4/
UAS RGRML, e REEBM 2 RIE, HEZ2X
PN RGEZ B AR, HIMAEE s —T iz
NAHB —IJCRIE RSt lexA operator, fiFK lexAop,
&% LexA HEETATERRMNEER, 24 LexA 5 lexdop

i 5, T LLUE lexdop FREE R 1 % VP16
S IREE I — NS R T, LexA 1 VP16 43
5 lexdop 1 H ZEPNEWT A GG, B H P
e ok Tzl R A Be i GAL8O Jir # i,
DLt SRl GALBO 11 i) LexA/lexAop 5%t (B
1D 75 ). FHZEABM , Lex A Fll GAL4 0% 25 #6358, (GAL4
activation domain, GAD) 55 lexAop J J& 6274 454 s
[FE AT LSS B B s . (HRMZRFNTIA
GALS0 J&, HIT GALSO 454 GAD AJ LI lexAop
U s, PR YA GAL8O I Y] Lex A/
lexAop 24 (K 1D £ ).

1.4 QX%

Potter 25 ™% | ] ik 4 1 (Neurospora) ] qa %
R T — MM o RIERGE—Q R4, Q
A4 5 LexAllexAop % 4t 1 i #2540, 5 GAL4/
UAS ZBBEATH . ZRSH 3 KIEAAR « %
WS B qa-1f (QF). RN st QUAS LA K& QF 1Y
T qa-1s (QS). £ Q REGiH, QUAS N—BLS
NN (AN DKE 16 bp) BIFF], 5 R H
MR IE. OF A EEH T, YHEREES
QUAS 754, WusE HIMEER R QS N QF Hy#)
fil ¥, % OSKILW, #if QF 5 QUAS 45 & (A
1E) ; 42 (quinic acid) 7] LAf#FR QS HIHMIHI1E A,
AN HIAE B A 7 SR

Q R4t 5 GAL4/UAS RGiMHEL, BESE I
Hobric— AN N B 2, Q RAIMIBR I
R ERIAN QF dh R /D, HAgE RS R E
HNWEREZ, BEER, iz RS0 R E
I GAL4/UAS RGLENA IR, HArEZNH T
2 ORI B A S R A
1.5 Cre/loxPZ%

Cre/loxP % %: 8 % R LT P1 g 1 44 o U1,
Bz N T A B R A . TR R
4y b, Cre ¥ 41§ (causes recombination enzyme) #H
Xt oA 3.8 x 10°, A LR PE UG 34 bp [
loxP (locus of X-over P1) J¥ %, BN T loxP i 1
ZE LR E A . Cre /1T loxP 7 52 18] (1) 5 [
HHBEAH WM. 9P loxP AL 5467 T — % DNA
¥ L, HAmAHE, Cre feH IIERMAS loxP £ 5
[EIFH s IS loxP A7 s 77 A AH &, Cre I F 20
A loxP 57 s 2Z A1 BIEIAL . PR loxP AL 134y
AL T P25 AN [F 1 DNA 8 I, Cre /5 W82 (7]
()L PR AT 4

IR Cre/loxP 5 % 1) )5 ¥ 5 FLP/FRT % %t 2%
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A. GAL4/UASR Gt B.FLP/FRTZ%
| P N\ % FLP/FRTA SR EEMIFR
X FRT FRT FLP —_—
= —> e — ;
FLP /FRTS - S E iz
— »[xw0 | €
FLP/FRT/ "SRV ERE S
—_— —
X —_
C.FLP/FRTR G #HEHE
\ FHAmfe
+
FEmRR _-l!- - O= - _L e ) ARAEHIY
- —l e O= + EEZRIARE
FRT -l
—y =0 X =
— 1 %
FRT —Le—— - — -0 - | BEITRERD
Exi:| REENR
D. LexA/lexdop R 5t
JEGALS0 HPHIAILexAllexAopFift GALSO #P%|HLexA/lexdopFa s

A: GALY/UASR G . GALAFERTEJE B FHIGAE FHBLRIE, RIEFW S UASEEN S5 & W T UAS F i IR XTI R IE .
B: FLP/FRT%%t. FLP/ 5 [A—DNA%E 7 17— S FRTHF 5 2 [ (L RUBR, 7 A B FRTI 51 2 18] ) SE R8I Ar, TR
PG EARFRTAL 5 2 (A 3E R 22 #: . C: FLP/FRTRGMIIEIR AR . FLPA T T [AVE Y AR FRT(H )07 2 (Rl 424y R
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4, TEAEAERLCHFI R AR A PR TG, D: LexA/lexAop #%i. LexAFIVP167} 7)) 5 lexAop MHE ELXHT K — BI& 17 41
S5 F IR X FORBITE, 2SR ARERIGALSOFT () LexANIGADZ} ] 5 lexAop M3k KLXH ) — BUE AL P31 45 & 752
BERX AL B, %0 AR v IE I GAL8OHMN I GADI PR FERIXI % (45) . E: QFRGE. QUASYH FiFMEFXMHIE, Fi=
s R QF M AN LR IE s HQFAFAAERS, BRI ILRIE, 2 F2 n 4 QF M4 il 5~ QS 4 o

Bl EERE_TRERGREREE

Lh, EHHERIRHFETLZ ZESR « FLP Z#HFE 5 7
fitt, 30 COHHOEIRE, i fEiE 39 C k&
KA BE 1, 1M Cre 1 BGE I E N 37 CEUHE &
Ik, Cre/loxP 7 40 5 3& M T Wi FL20 %, 1fii FLP/
FRT Z %03 FH T 55 77 40 o LA R S e 55 A8 15 Zh P 1
R s MY, R FLAE 1996 4F, Siegal Al Hartl
CVFF CrelloxP Z 48 H T-Hud, IR DI 17 B IR
S, ERZ R G LR AR S W 7T
AR AR

2 FRIZRFTIERGHRER S XTEE

B EIA 5 R ookl RGN RIETE . i
LAk B R4 T AR TR, (ER R
TIRRIERGYIEA R, HARIEA
gRp e R R ESS . R BT BB S
FORERIPE SR AL, BT AT 78 3 AR 4 52 P i DL HE AT
WP

3 ZRRERGZIEHERE N A

3.1 GAL4/UASFIFLP/FRTZZRIEXE N B
Duffy 25 " B ¢ I, FLP/FRT H A58 L s
EHMP R TR REBHIATCER Kb
2 (UV) 85 J57 7335 FLP/FRT 248, (A 21Xy
JiiEk R ARABE R, IR ERIRE R, JFH

R Z AR ", 55k, Duffy 25 " F| H GAL4/UAS
RGP MRS, 5 FLP/FRT RABANH,
KIET “5%E W k&K (directed mosaic)” £ A (K
2A), FURR T ARRERMERIL, R TAE G
L iRe RN i A I 7o =T S 95 ) B S¥ I =R
CEMRAR” BRI A& T it % FLP/FRT &%t
(AL A, W LA T DNA %% P9 38 K A [7] DNA 4% 8]
FR R s o7 T EL 4

HERXHANRGEMIERM E, CEHRESINT
GAL4 [N JE K] GAL8O, #% T FINGR (ET-FLP-
induced intersectional GAL80/GALA4 repression) £ 4 '
(& 2B). FINGR R4t 3 MiB4r4mk : (1) GAL4/
UAS %% ; (2) FLP/FRT Z%i /> 5 1f) GAL8O0 #: 4L T.
H ; (3) ET-FLP2 (enhancer-trap FLP2), iX 3 N4>
2 [A) k2 B T A B 29 i /B B : GALSO ] DL 4 ]
GALA4 {1335 P, 1ff FLP/FRT Z%:] L% GALSO
ff)721% . FINGR 4t tH N AH B AN 78 1) SR B 2H %
tubP>GALS0> ( “Flp-out”, “>” F7x FRT, FI[A)
Al tub”>stop>GAL80 ( “Flp-in” ). “Flp-out” ] Ji
P« FLP N SR E M S EA kKA, GALSO I
DRl % W %, fid % 7 GALSO 25 1[4 % GAL4 [ 0141,
UAS R IR BRI . “Flp-in” (9 JEHL 5 “Flp-
out” )z, FLP /3 WIREE AL s A S5, #0
GALB8O0 3K I 1) ik [A 4 M B, GALSO 747 5 2 2 rh

1 BRIMATRIBN - TRIXARFNIMERSFTEL

“ILRIERG Uz

R

GAL4/UAS (WP 5t % L I GALAFI UAS 245
(2)F]3E I GALSOE A I 45 fii HL 5 GALA R Ik
FLP/FRT SERRIESEIR, SEEUSE RGBS . 2 Arek AR .
LexA/lexAop S5GAL4Y/UASRGAH HASL, HAFW, A%
GALSO#I# .
Q&4 (D5 GAL4/UASRZ G AH AL, FAGE;
)FFIC RN A2 Bl — /N A s
B)QFNAFAERS, QUASH: 3 /K Ak
Cre/loxP Cre 5 2H i 45 FLP 5 28 Jiff 58 i v v, o

(1) H AT T Amic B A4l p sl — /N AT A s

(Q)FF E MR GALA T R4 R .

(DI 2R M 72

(218 it A AR AL 7 R AR S R Rk T R
SR FIEE RN

(DAFEGALA/UAS. QARG

(2)LexARIELERS, lexAopHI%E5 K5

(DHEFEPERIQF i 7 St b

QMR T E SIS N, BIEE .

Cre 5 2H i ) fpeid U8 52 2 35 v T SR8 F) b
AR .
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A. EE#FEBEA

i A

— FRT FRT,
o0

B. FINGR &4t
Flp-mﬁlﬁ FRT FRT FRT
2w S .
B | B
Flp-out?Rig
FRT FRT

Tub? FLP” Tub?

Ry alpeE s - Ar

C. ZHYMGALY/UAS R G BIZ A LexAllexAop R 5t
LexRP/lexAopFék XVE/lexAopZi%k

GALY

| |

|z

B IR ¢ Led DNAS A28 —— Lexd DNA A5
Birats p65& kidk Bk Al p63:E LI
1+*$mm (RU486) l PR

iy — i H [ —

D. Q&% 5GAL4/UAS. FLP/FRTRGHIEEE A
QF NOT GAL4
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A: EHHRAEHEAR . KUASSFLPHE, M EA N SR TN GALIFE R RIEN, GALA 15 UASIT A\ 454l FLP3E A
Fik, kMgl T FRTAL S Z YL AR (BDNA)E A, MilkstopFE A, FERXHBIFEIL. B: FINGRAY:. FINGRAS W
“Flp-in” A1 “Flp-out” WFhEms: fEFLPEIEIIMI T, stop RIS, 2k 8 50 7 Tub” B shGALSOE L, 4k T AT
GAL4JE B [N UAS-GeneX (1315 (Flp-in); {EFLPFISMAMMA, GALSOW MR, f#kk T GALROXTGALAMHIHIMER , HHUAS
Tl 2 R R B RE (Flp-out). C: ZZWIAIGALA/ UAS R G % I LexA/lexdop £ 4. RUA6 T 5 LBDE A 1fii 1% fkLexRP
H, L LexRPEE A 1] 5l it lexdop-Gene X Fik . ik ZRU486, MIA S 5|iLlexAdop-Gene X1 3R 1%L (LexRP/lexAop Z4),
1M B- MR 2 T LS XVE M 2 2 AR I EC AR 25 A 3R a5 S i UXVER B, WX VEE A 1) 51 it lexAop-GeneXH 1k ;
{HR G = BB, WAL 5| fRlexAdop-GeneXIt # ik (XVE/lexAop £ 4t). D: QZE S 5GAL4/UAS. FLP/FRTZ SIS B
e TEPANMEZIES X, GALAEIL T T UAS-OSIHFRak dE il 40 9 QF v M o ZAUM . QFHGE 1) 2 R 5 5k A
TCHEBEET, RN “QF NOT GAL4” ; GALAMEI 5 FFLPIN I M MER T QUAS i ¥istopE K (Ze ), {H2 R H0F
FIL M EQUAS N R & B (G ) A fe ik, H GRS XIBMAIMA fERIER G RN, ZTERZ A “QF AND

GAL4” . LexRP: LexA-B{{ARHSZ{AM 5 1A; XVE: LexA-MERERZIAMK1A; LBD: A4S A1 RU486: KARFIAH.
B2 Z—nREFRGZENKENAREE

HIRIE, 4kmH0H] 7 GAL4/UAS R4
3.2 GAL4/UASFICre/loxPR G R A R A
FLP/FRT % %t 72 H i A % & 74 5 i 1) S B
MTHEZ —, B2 R0 MG B () 3 %I
A T O S IROX Bk £, Buchholz %5 M
Cre/loxP 5 GAL4/UAS R4k is T R s o+,
w7 REKE, W@ pAdct5C-loxP-gypsy-loxP-
GAL4 J7%) (pAloxg-GAL4), Fr gypsy ] LLAIH] 5
) pAct5C. 4 Cre f1ERT, MIER gvpsy Z2A, fif
B % 3 R X pActsC W) HIAE FH, pAct5C ¥#E T
GAL4/UAS 5%, UAS T bric 5B E s Rk
{E/& GAL4/UAS 5 Cre/loxP Z G HIBEA B B A —
SE SRR, H RTALE R S 43 B R R 1Y
3.3 ZEYFIGALA/UASZ GBS LexAllexAop
1E LexA/lexAop A1 GAL4/UAS # 4 i L mitt |,
Kuo % P74 LexA 57545 Brib AL A7 s 10 & (Il
BIEE TR o RIERR . Z ARG IMET R
TN 22 R0k, AR T WEL T VR B g B,
LexA- SRR 2Rk A 1K (LexA-progesterone receptor
chimeras, LexRP) /& LexA 45435 (LexA-binding domain,
LexA-BD). p65 % X, 1% (activation domain, AD) LL
e AR TR 24K B AR 45 415 (ligand-binding domain,
LBD) HIE& 74 (& 2C £), %RE& 7% 3k
£ =8 (mifepristone, RU486) [/ 4% 4%, 5 lexAop
gh B e oG R R ERA o ARARLIR, M AR
1% LexA- MEWS & 244Kk & 1k (LexA-estrogen receptor
chimeras, XVE)( ¥ 2C 47 ), Wi KEIRIE. X
MRS TRES GALA/UAS KAk, HREMRAET
S BAME LD, AT DL DS A i 45 5 DR )
2 ik U2,

34 GAL4/UASS5QZGHEL &N AR HEBEIFE

GAL4/UAS ZG:F1 Q R G0 /E A B AR &
4t, ia B HRIEEN B4R X A RAEEE B AT
DLOIIE BT IR Y X AN R GUAE [ — 4 2 ek 4
R RE, UM IZESHXIBEARELT R
GETRERMIRE, BRI “waE” ;s [FIFFE,
R “hnvEk” MBREE, AT XA A AR T
EEB XA AL, X4/ TIaE, gt
PRACHE 70 B R  — A — R i A . A — ol
JEMRZ N “QF NOT GAL4A”, j5—FM#rz R “QF
AND GAL4” ",
34.1 “QF NOT GAL4” ——GAL4fj IFQF A X 5
1% (GAL4 NOT QF intersectional experiment)

TR0 1) $ 5 48 22 9T (projection neurons, PNs)
EH AT 0 &MU R 0 B A 22 0 BEAH B &R 2 Ak
Sk B0 fE g 4 (¥ PNs 1, 3% 55K GH146-
QF LSRR 1E dni iy O AMul A A 0 o 22 55 20 Jfa
AT R PNs L i Acj6 WY ZE T 15 ] PNs H
Fik. fE[F— R RN, [FRNEE GHI46-OF 5
acj6-GAL4 I5F, #1173 7] 9K 3y QUAS-mtdT-RFP
UAS-mCDS8-GFP, MIfi 73 5l 235 40 458 55 1 RFP
Mgt N H GFP. 12 KMl PNs #, [H]
I AR LLER PR 6 T 7EAMI AN PNs o,
INRIEA BTN EA. WE 2D fiw, M7EfE 0
PNs 1 5] N\ UAS-OS £ W 5, QS 7£ GAL4 [ 4 3))
TNERIAFE] QF 5, BHIT T B QF /51 QUAS-
mtdT-RFP KiK. FIFHIXFEW B EIE" Hg,
A ASEBLZ X S RIB R OB, AR
RN ER, AT RN A TS
(IR 5T o

2, “ALSpERE GALA K, Q &4t
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MIZRIEZZHNE], T RAZX A S T T —k “FRE
7, AR HFR X IIRZE T Q R IMRUERI R
QZAGIEM I FH R EHEALRL, HEKE
GAL4/UAS 2G5 75 S Ik & 5 .
342 “QF AND GAL4” ——QFAIGALA4%Z X Sz
(QF AND GAL4 intersectional experiment)

Bk T GAL4/UAS 241 F1 Q R4uhb, HkkZ
IR AL I RIA R MBE M H, 5]\ FLP/
FRT %%, £ FLP/FRT (WG R H, FIH Q &
i GAL4 545, n] DL i FLP (1) 35 I 8] &AL,
SPGB AR R RS i R A A . & 2D B,
FLP /£ GAL4 IKZh F3RIA, RS ER M 2 4
FRT {7 55 Z 18] 1] stop HEH,  FUVFEE 2 A FRT {7 55
Ja Rt FE R R s . ABAX DX RIS AN R LA S 3)) J5 e
S, [T EAAE QF, SGEPEE AN B
HIE#RG. H, fEFREBA acj6-GAL4 F1 GH146-
OF [P HIT 5l PNs t, A4 B A0 R & B R 16 5 2
“QF AND GAL” J5 38 AH X4 T3 $ 8 55 1 2 48,
RA1E GALA/UAS F1 Q F 4t [F] i) 3234 i 4H 24 5l 4
b A B RIE . X7 R KRR R
TEBARFIARTEE, R0 R R

4 LICRISPR/Cas9 &% MR FTHIFHE RigH
ERIES %

CRISPR/Cas9(clustered regularly interspaced
short palindromic repeats /CRISPR-associated 9) 22 4¢
RAEL I I RIE RS, AR, HEXR
g VR G S R AT R, SEELIR G AR . DL
CRISPR/Cas9 % 4t Jy A% 8 40 SR 8k DRI 3 T vk
DRI 7 5y i R0 H 20 52 30567

CRISPR/Cas9 # Gt s K BT 40, AT
WEME SRS ZRGH, Cas9 NPl
IAZTR N VIBE, & A PANZBR B S AL 2 (73 )
W 4% DNA 5% ), 5 sgRNA (single-guide RNA) 4
FER 15T -RNA THAEER A4 . sgRNA FH crRNA (CRISPR
RNA) F tracrRNA (transactivating crRNA) 5 % 2H
B Frr, orRNA RJ H #5751, tractRNA 2 5
Cas9 [FiE, /5 Cas9 B717) DNA X04% ( & 3) P,
B ) J5 () DNA XUHE A] 3@ i 3 [7] 5 K % 3% 4 (non-
homologous end joining, NHEJ) 5% [7]¥ 5 1|12 & (ho-
mology-directed repair, HDR) #1714 & ©***), NHEJ
WolEEIREE, 4R 2N B DNA I ak
N . HDR A2, 4] LALLAMIE ) 44 (donor)
AR, X XU W 2 (double strand break, DSB) 4k

Cas9 Q

[IIRINEN sgRNA

Cas9-sgRNA R & i ik B 32 B AMNEC XS ) 1) 5 B FIDNA [
e S S50, WSk rde MBI o
&3 CRISPR/Cas9& %t

s E. Kk, HDR o] Fl T 5l A S92, A
DNA K 7 Bt (ol 5 i PR el AR 2 0fiis B R 45 ) 45 .
ANF T HAR — 0K IA £ 48, CRISPR/Cas9 Z4in[
DA fi] B 0 e S O S SEH . R Cas9-sgRNA By
A I UKLV S B SRR R i, & ik Tl LASRAS
A, I HRABER AT LR e g Y 5
St 9 B Cas9 Fll sgRNA [ 57 R0 AH Eb,  F #2 v 4
Cas9-sgRNA [ J7 12 5378 il h 2R 5 v B AR L B I
Xue 25 P34 CRISPR/Cas9 % 4t 5 GAL4/UAS % 4;
4idy, IR T CMCM (CRISPR/Cas9-mediated
conditional mutagenesis) 24, SZH T GAL4/UAS &
Zux} CRISPR/Cas9 R4 . 1% RS0 6752
74 UAS-Cas9/sgRNAs 1] 4% 3 5 i 5 &R, 2R )5 F
F 20 235 5 7 1 GAL4 & &R 6 A 5 UAS-Cas9/
SgRNAs Fik, M\ SE W AT 7&K DR 1) fid B JF: S 30 AH
NRPFRIE. CMCM RGUAHET RNAL HRE N
A SRR E R BRI Dy RE I T A A TR
BT H,

5 RB-—TRIEARGHARMEE

W T ICRIE RGO RIEREAT BALRAE, S
TRE AL AMAbRID, MR EE RS fHEM
AR EBRA AR, FR, ook
ARG R LR T D R AR AR S ) ik
R B T BRI S R A e B R R SR AR AR
R A P I BEMISEN, SR 1 AR DR A A R A
THERE. EOREIE, “IuiERG ALK E
JS2FH BT SEBL T iR A R iR i, R LR BIAE[R]—4
G, RS AEEAN R R A H 1, A2
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PRICAN MR IR AR EAE T . AR R Hr . IBERE
MR B TR, ek 1R 22 5 3 R iR
72 JOREAR KA A TR R 1 FOIR R SOAE Rk o, A
b, A RLH T S S B SR AR T [ [ AT 5T

et FIH I aRIA R G AR RS AR I
3 TARKHIBERE, FRT A 23 R E 4 (FRT-
mediated mitotic recombination). FINGER %%t. MARCM
(mosaic analysis with a repressible cell marker). TSG
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