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ik WIREEELRIHB LR RO S, LRI £ o FHF 5T 8RB CE A IR 519 £ At A 1R
. B LA 80 FRUK, KEX—ELRWAFZFOIIE, £z TR L THE+ RN S T
AT R

1988 4 (SL¥ozhi & BAHE) KA LM, EXRAMTENEH., EHHMEE, RIESLR W5 5%
BHRE, EHREMBARTMREREFTOLAETEZEN. RAZEZRAYFFETEML. F o/ &
RIrrAngi Bl s A w, WET AARBENERR,

A, f& “BEFAM” G, HEESREZRIY T X ELTEATER THERBGH A RR

LI R R AR RN

iR
BREARFEFREMEF R

Z &% (Drosophila melanogaster) & 100 % 4 ] & Thomas Hunt Morgan F| X\, 1E A & 43477
F % B (Morgan, 1910) UL JG, MEREF 7 EWA R, REFIAT F £ £ % %5 X Bellen et al., 2010) .
s, RBEEW ZRATENMEMFIE, @ AKEFIIET 77 % ## % (Pandey and Nichols, 2011),
—. RENFTELYFEHSE

1. EARAEYFRHE

R R &K 2-2. 5mm, BEMAE 1. 4mg, HEHE AN E 0.8mg(Ong et al., 2015) . % 10°C-30°CiEZ X |4
RET AT, BESE, H4aAHME (W49 4%, 2016.5), 25CEALHT, REL4AY AKX
FEIRE) 410 K, EFRAE. k. BoaEH2y1d, 5d, 4d(FKB, BEES, BE%E, T, Ti#
&, BIE, 2010) . WM 24 N RBEIF I, KB EMRES KA 7004 100 k., £#HEH. EXAL
EHERT, REAFwF L 2-3 1A,

2. RUBHEAfFk ¥ &ME

REHEFE, FETARTEATIEAMT, RAKEEXT. OB, . MAEAZERE0ERE
(£&, FRK, FWE, X4, I#H%, BEN, &%, HWeEY, HER, 2016), BT B LHLH%E
FHAB AR BB TR, FHIHER A& KARE TR FOLLR 1800 £ />R 48 550 = By FF T K VR AR 740 % A
TR HEBIFHEREN T E, TREFREREFTEREFE ST 18C. 60%EE . 12h/12h & K EH
BRASEE, WEEaBHTE 20 Rah, T—1AGER—K. ZRHAREEFT 18C/25°C/29°C. 60%
BE. 12h/12h KB LEWNERASFE, TARAFRREZHAFERLZEEHN (FlniEd Gald kL€, FH
Gal80ts XA %) . LR TG, FEFRBEEFERE RIEFRMEN-20C KA AL FRITR, RIERE LI
T, FENEE Ry R A E,

WATHMEFBIEN, FA T EEFEA RS LERAMEFERE GHHT, E2EFERBEYRER
. BRETEE. EAER. SARLe2EZFEA, BUAT P RBIZREXRA G E_AMBEAIK, ZELR
FERAE G, #T RIS AR A REE-FAR AT R R, BB A 2 g R 0 — B # AT Hilw
B, BERFEIBTHENTH, ZHAEREEE, SRELGE, HER AWK EREER All#,

3. REBEAFAR &K

(RN R et e e e e e e e e e e e e e e e e e e e e e e e e e e e e e e e



REERFWREFHARIAZ —, —7H, RBEFANGEELALERAR, REFRETFE; MAR
iR B A A YT T M5 A E R (Adams et al., 2000), HESEFLE. 7—F@, REHERA. BA
Wi TAKRf G RFIR, Wt Gald/UAS R4L. & REA. 1 F & & A Koy B 4 4 58 An 2 T B0
BA, UREEFA TR RZAREES, XRHEMEXEAPELERN, RBELFARLD 14000 £ MNERE, HF
95% By H & P& X, [ A5 L ek L (Enameh et al., 2015; Ong et al., 2015), XEEFEAXFHE
BlJR: 50%A PRy R\BERHE 5 AKEIR, M 75%0A oy A K ZOR & F g8 £ £ 88 & 2| [ VR 47 (Emameh et al.
2015; Sun et al., 2013), REEFETNGAREFHFIRT, ek LW AFEETHHENE, bin, 55
EAXBRERATHFLRBEGRSART A EAETHAENKE, i, EHASTETR, REFRS
BEREANGEEWNAENERNEGAKREARFTHA AR Ong et al., 2015) . —F £ F Uk, FIFREHAT
EREFHAHME T FLITAEN LN, Bl TaEMFRNISRATALERE FIRLEW,

Z. ZRARBENEX

S R R — AT NEIFR A AR R KR 01T, 4r % [E 8 Bloomington Drosophila Stock Center.
HAMBNIG, URKEWNFEAFREF O, WRIEEAFHAFH, RETREN. LHREY (HH. BH. 4
2E) FH. FIAREE, FHRBNRAHTHIN, LERTLEEPR. MWFEHTRHE—FHIL, I, B
REAXRTAEREMEESN, RIEAKHBRF. FAW, FEZLEANRELE, RIELEEE 7K
ANERZFEXEH. REEHTHNERARBIEARTEAHNE, HAAESREZLREEZER A X
MRS (LTI B ANEY F (ZRshd R E# ZE KDY & X1,
=, ERFARBAMNAFR

REERZ L. o AlE, SEMEMRERNEyHEL, AT LNARERXE, URFEN.
T EMENRBAFANEATH, BRI EGERT. REBER. MATHEZHAMFHNFRANKRREEZ AWM
Bo o, BRAFEAMBENZEEF T EMRBEANL WA BNRARREET EANERN. FARBEHTHHAR
FERNEREF. HEMLXTENF . FEEWFATHNF. 2 TEWNF. dHUFMADREE, UREMT
BEE T KEWIHP (Hales et al., 2015).

MAEREWHATEGRFRENRLENZRSE ALK, HHTG BT ANKRERNKF R AL
MAABEREE, MET RN TAZL AR BT ETER g FHH EM, WEHEEYEFTRLH A
RKERNTHRGRETEENSERE, AIARE, ARARBILTHFLAREARFEE, HATERK
RHLE G T k. Plan, BMEZFACDEE N, 2 FWERTUERREARELFE I, SREMMLW
FE AWM FE, S A, B RIAAFRRE T RERFER, 27 —RIMERTHER BN REER,
AEMREEBRE. WEREAMEF T EMERIE., XK FER AL RE % /£ H 2o 28 i AT L7 A K =
BRERE, TRBELIY MR ENREF . KB, AEAERTEFTHINRGAFENAKFZRTH
% 7 89 3 86 1B 4 (Fernandez—Funez et al., 2015; Rincon-Limas et al., 2012) ., F|f X SR H#ATHHF R,
TAUIET AMIX T EEA A % ETEFERE (Bodai et al., 2012; Campesan et al., 2011; Fernandez—Funez
et al., 2015; Varga et al., 2014), T H AR RERFWIET 7 EME T E AN TTER Jansen et al., 2014;
McGurk et al., 2015).

MR T MEBATHRR, ERBPREIEAAFTENMANARRRLR SRR RO E . mEER L
&, & &F&E% (Calap—Quintana et al., 2017; Lestradet et al., 2014; Roeder et al., 2012), i
KEFwBEERR. @ERETI RN ERASE Na et al., 2013; Teleman et al., 2012), At
HR B AR . 2 g . O 2 BP 98 % (Bennett et al., 2015; Eliazer et al., 2011; Kirilly and Xie, 2007;
Markstein et al., 2014; Richardson and Portela, 2018; Song and Lu, 2011; Sonoshita and Cagan, 2017;
Yang et al., 2017), VAR FEF. KIkESE HMEHFH %X Bohnekamp et al., 2015; Brandt and Vilcinskas,
2013) o R ¥ A A XU H] AR 40 fe o o F ACE B AR IFHAE LA R ZmALE, T B A T HATIT A FHE 15
WFESN, EBRANREFTIEAMSRAREEENBTNSSRFOER. B5@% . T RKRFIET 7 &I A
FARRET RAWER,

W, ZRFAREMFRNRELIEEX

T+ FREFAEFWNEARE—FTEEANGR T 2022 HARFY, 7 — BN TXETHMHERF
PIREN IRz H AT AR, EAHRRENN S ER AN T AR RFER, RiE+ kA HH
B3 ) A AR o L 4 A A [ H 4 15% (Perkins et al., 2015). Hit, AESeE R EH Iz S @ %
FREMEZEHERXZNTERINTEERE,

BRFkR, REELEAVEFABMNAREANTE, BT HEEHEYFFEN), RREOREBEE—BF
FRBARMENBEBANZEFTERRRAREFE, Flan, 3L F RNAL B A8 H IAE & AT DR EAFE A 5z
HAENENEFANEARET, A TEMEAMIH 2 EFHAEA N EEFNERLRRERAR, R 2L FHK
TFrgde EF RNAL i R S35 T 4, B ATFE T B H R VDRC (http: //stockcenter. vdre. at/control/main) .
H A7 NIG Chttp://www. shigen. nig. ac. jp/fly/nigfly/index. jsp) . 2 [E # BDSC



(https://bdsc. indiana. edu/index. html) 2% E# THFC C(http://fly.redbux.cn/) - X &R A WET 48

K BWEETE, B HEREATOFEAREE, LLBDSC A6, #iH 11000 £ M2 FH B4 £ F RNAL & &,
BET T1% R HmEEE (Perkins et al., 2015). £ RNAL & REYE ARE 7@, VDRC 2 NIG + Z 2 F| A
AR R ELF RNAT HAMERKEE RNA T3 &% R, BDSC EEZFIH 5 = REEF RNAT AW EH G4
ZFRNA T3 & R, FLEWHEFO (THFC) £ JFEH 8000 4 Mk M TRIP Bl #t 89 & R 4, XA A B £ #F % vy — 1%
HEFNTHBEAMLET 3000 2%k 5 AEKTERBEELERREAKKFLEEWIH % ELE T % R (Qiao Huanhuan et
al., Nature Communications, accepted) . 5EA B =K RNAi L AMEW R AMEL, TEHFEABRKT &
Gald X EHIARR KL, BE T RANi R ARBMEAE, FHZHAT —KRERRKSNEF, HRLHE
Ak m ks, BEIWERUREAREAERNFR.,

I LK, £ T CRISPR/Cas9 R ER A RBEARERERREEAFT T KENHEY, FEREXF
FKEFEBFAREM S T, AEFESGENARBET FTovk . L+, £ T CRISPR/Cas9 By A 4w 45 & A 7 LA
THEHNERERL . HANFEIEEL Ren et al., 2013; Ren et al., 2014a; Ren et al., 2014b). E4
A F RO 5 E ¥ A EFF & 1 CRISPR/dCas9 /- § B9 VPR X £ 7| f1ySAM Z %, ¥ LI & 2k 9 2 R L
Wik, MERBREZHBEANTHES, RENEFARER A RFELR Y FHNBIIER. Lht, #
Gal4/UAS %% 5 CRISPR/Cas9 AL 4, UL ALAERUENERGRREFHKE, FLEFREES N
B osgRNA vk, HAIER THEE., 2 E£FHANEFE RS R E (Even—Campen et al., 2017; Jiaet al.,
2018; W, £&, £77, Ik, BEL, TRK, Tk, £WE, 25, ANEHE, {HELR, 2018), HH,
MHEFIRTRIPPFOEAMSEMEES 2 ARANEAR R T MEFHIEWN sgRNA & 7, B SHEIEFRHE
Gald ¢35, BUF[ /G RF LI E R EH KT Rk E
(https://fgr. hms. harvard. edu/trip—crispr—toolbox—fly-stocks) . A ¥ &, % A ARG LLE T
BDSC & 8 /OB M E AT E sgRNA 22 X H R 8 % R, ZHEWEANSGIRE, TLEBLERAAE
UERERTHERELGHER, IREFAARBEZNHALIE, FENMBWARLINFFSERNYLER.
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