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the regulation of gene expression
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Abstract: Massively parallel reporter assay (MPRA) is a high-throughput analysis method that can simultaneously
investigate the activity of thousands of regulatory elements in the genome. MPRA introduces a uniquely identified barcode
on a conventional luciferase reporter gene vector, sequences the DNA barcode before transfection and the mRNA barcode

after transfection by next-generation sequencing technology, and uses the ratio of mMRNA and DNA barcode reads to analyze
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the activity of cis-regulatory elements. Since MPRA was proposed, it has been widely used in the identification of

genomic cis-regulatory elements and functional variants, the effect of post-transcriptional regulation on phenotypes and so

on. In this review, we summarize the development history, basic principles, experimental procedures and statistical analysis

methods of MPRA, and its applications in post-transcriptional regulation and cis-regulatory elements. It also provides

prospects for its development and useful references for researchers in related fields to understand and apply MPRA.

Keywords: massively parallel reporter assay; gene expression regulation; cis-regulatory elements; post-transcriptional

regulation
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X PR A T T 5 - (5 B CAMP 877 3 58 1 R B
FIRHTIRE B Wik F) RN AR b4 T
MPRA X —4 AR, HItt, FE MPRA HARYHE KA
T8 T4 FhS2 50 1) MPRA B AW T A& 1 2k o
2013 4%, Arnold % BUFF & T —Fi Al DLAE 4 FE [ 41
T [T PN B VTN O T R R A I 1 1
R——STARR-seq (self-transcribing active regulatory
region sequencing). S5A KL E MPRA HiLL,
STARR-seq Al 3 1845 )5 51 5 i 2 7 (4 AH BAFE
P oIk e SR S N B v T T I E I 7l
SR ARNE NI MR 2 RIEM T8, (1S



%10 W RUEEATHRE JE I E . — B o i 36 P8 e ik 1R 3 B R 861
£ 1 AR MPRAHAMLE
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K Xof 5 [R] 2 35 1) 52 Wi
SCMPRA H ANFARL MPRAZhR  HiEk baE - Hran S A AR A A E A 40 i 2 A Bk 40 i [40]
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S (DNA-seq); (3)5%4. ' DNA TS Yy 2 4fi g
Joi, TR B RN ST b T e s ik s (4) R g
WS, e —BEnt Al e, AN mRNA,
XoF S TE A 64 10 P T8 i it S (RNA-seq) ; (5)5t it
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Fig. 1 MPRA basic flowchart
A: WM MPRA SZEGFE; B: W STARR-seq SLER e .
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iy A\ SCJ%E (DNA-seq) ) DNA 9B aE H AR DNA ¥
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25T A 43 Hr 18 | R 4T R 2 PR A AU 814 Ty
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R I PP 25 SR e, ik T E AR I ST o
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5 DNA FI RNA B0 Rk, 50 Bl
EM AR o (EASE R 2, MPRANalyze Nk E Y

Table 2 Comparison of MPRA data analysis techniques

Trk J Pk s 275 3R
QUASAR-MPRA I -3 A3 A X RNA Fil DNA R 2508 1 BURL L ) (6 AP Rl i 2 2 I Bl Jye - [49]
s SERMELI, Rl T mAEIKI G AT XA
B PR S 3R 0K DA Sh 22 5 0 A B AT R R AP
mpralm T voom fEFHLRMEMCARR AT IGTEZE AT MPRA M2 54007, 1T B RifrEr 4dr  [51]
5 7 ik
MPRAnalyze FAEITE A ALK DNA F1 RNA BEE0CRE X DNA Fil RNA B2E0h i b 47 dede, i [52]

e, KRR B AR N 45 A0 (LB
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STARRPeaker 3 3 7 I [0 S A A AR L S At A S R

Fast-NR T 2o R A D R AOR B RR AR, R
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FORECAST i g T AR KB AR U A HE B O Ik R

Flow-seq i 56 HE A5 X S 36 Al 73 47 2
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B SRR ) SRS R SR, TR
I 2 AR m o TRk

BRI, 7 — SRR 7 BTy ik B9 1oz 3 (53]

FIE TN THHEE, . RNA ZH45 . #)  [45]
SR EFI SO 2 A 45X STARR-seq il 7 45
HI R TR

FH B2 T A TR R D RE T AL S 14 [55]
WA B Bt RIS 4347 75 125 [56]
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% DNA R mRNA I FP 25 AU A T SCER AR
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{XH] | Python. Bash il R i H 3154t MPRA 4t
FRACAD , 1T A2 1 itk RE TR (HPC)E FE I = 1T
FEMITEARR, XEIFRERRY KT — 28457
HrE AR BB TS, [Rl4E, fitk i RNA 4045
¥ o BRI R RSO B 24 PR 5% STARR-seq
JPAE RS, Lee ZFUSITF A T — AT 0
[ AR AL B BT 7, #2241 STARRPeaker, %5
AL AT AL FE Rl A SR AR, T LB I T ER T

PR ZE R TR S MPRA S25 vh it 77045 501 (NRE),

He 25 191F 2022 4R 153 155 —4~3& FH F NRE U1 1Y

it FF——Fast-NR, Bl i #5 Fr E BOR EDE FHAE

FIH STARR-seq 5256 7™ A= I B 45 A5 01 NRE . Fast-NR
) 7 FF K T 00 2R - ) B AL o) A O 338 A% 22 I 5
Shy fifk R ESCH R RN S BG  TTR) R, Gilliot S5 581
2023 4E X HF & T —> Python 41, Hl FORECAST,
2T A T R R SR T I HE T 7 s AL Flow-seq
S5 AE SR AR R X S5 RN 4 BT SR AT R AR R
A BT S8 AR 3R o L -

3 MPRA TENA o B 4 5% P
iy g

3.1 XA T
311 B#HT

Jed BT VA 4 R R 2R R A T 2 —
EEH RNA RGNS 5 FIHE SR 16 Frits 1Y
TRAFRES, — A T 45 K B PR e s AR s s i B30
A o 5 2 S DR 5 T IR R I A TS0 [
JA B B 5L AT RE 2l i U B S5 DR T A 4 S
M7 FE R 235 o Kircher 2R AT {0 FIT5 S MPRA
OISR S R Bl S REVE AR S, 7R AT AR

JiL (HepG2) v 2k 47 19 1 A ) “ o0 52 A6 N ARG 2% B g i
H 32 A KL K (low-density lipoprotein receptor, LDLR)
Ja BT I8 S TE R S g 34 2 B ¢ ~152C>T
il ¢.~142C>T FEAfd i 8l 7 G MEFRAR, T ¢.-217C>T
SRR G R . BLAh, FEAMRIGE 239T 4l
(HEK293T) Fil fis¢ Joit £J: 241 i g v A 00 s o 106 e S il S
[F (telomerase reverse transcriptase, TERT)Jg 3T H)
AL, KI c—124C>T, ¢—146C>T. c.-45G>T,
¢.—57A>C Fl c.-54C>A X 5 M8 F A f ¥ fdi )5 3 1
TEPERSSE . Koesterich Z50UF LentiMPRA ZE#£4:T
i A BT 7 TR B X5 IUE 1% 2R BE A (autism
spectrum disorder, ASD)AHX:H) 3600 ~#7 4= 247 (de
novo variant, DNV)X LR R REER, g
MPRAflow I MPRAnalyze 4iit/3#r, &3 487 4
A USRI R 473 A58 A8 B A4 JE DR ELAT I 1
HnR A, 165 MERAEEFE LS, (HARK
B ASD % h DNV & BRI, WA uEds
LWk H ASD 1 DNV 7E A 748 S v ff o 5 S T
P, XATHE S AR . DNV £ P IR ESS
Ko XML IE W ARG S X DNV 544 K B Faft 2
]y AR OC R Rt T 2% 0 Jores 45 A 1Y
STARR-seq 7 M #%.0oJid 3 FRYTE P, IR 18,329 4>
L Fd JF (Arabidopsis thaliana) . 34,415 /> £ K (Zea
mays) Al 27,094 4~ & 3 (Sorghum bicolor)#.U>Jg 3T
IR 3 RS, 43 sikE A 35S MYk T FITL 35S
B v - 0 P Rh A R, g3 il e G 2 4 L (Nicotiana
tabacum) Fl £ K JEAE iR, A Bl 35S HE5E Al
ot Ja sh i is g se . HAZ O R 3 F2E MR b A
ARG PE . BLAh, AT & X A A 40 R
I B I BN 8 R A ) R b P B, T BT
AR ) T DK R R 3 1Y I B 1 AR BT AR R OK AR
Bk R B R A I M AR R T AN R 2R A
W e B 53R Z R e E S ifes s+
PEAL T — PRI AT YL

312 ¥ET

B SR FE — BU TR %7 41 HBA 3 5 5L R
FIRNBEMIL DNA P81, A5k T i 245 5 1L
A, BT I 5 SR IR T A T R AR D A R
RO R, S5 R A RE Sl o R AL SR A T
Sia iR . HAT, MPRA B89z
T HE R A R 5 T 81 LB G o B A i
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) 8 ¥ 4 H . Kalita 45 B9l 3 BiT-STARR-seq
Xf 75,501 > DNA J Beafi Al 22 5400, 7EAE
R ELBEZH it 2 (lymphoblastoid cell line, LCL)Hv k4T
T OWAY¥EL, it QUASAR-MPRA 4T % i
H T 2720 A A7 kPR M HL A 35 1 25 5 Y SNPs,
TR T BiT-STARR-seq 33 Fft ] £k (1) /&5 18 4t
5 DA IIN J732% A 366 DR 4 25 4o 6 DR R S M R 1Y)
AT, NA R B A ST SR A T — R B .

Cooper % B1] MPRA 7£ HEK293T 4 if1 /341 5706
A A G A B A R AR S o e PR S Mk R S, 3k
SR S A 15K H BT R 0 BRI (Alzheimer’s disease,
AD) Fl 17 4% I 1 WK J5 (progressive  supranuclear
palsy, PSP)i) GWAS X1k, HL& 3 1 320 4~ H A
FEIEPEAE S, RIS A CRISPR T st % 52
FERAE T ZA KB 8 . ZAFR R T MPRA A
CRISPR 7 i LD Fy & 2 5 2B 5 B AH < i
St X AR S A R . Lu ZE025E 5 GWAS £ R4
P21 BEAR s (systemic lupus erythematosus, SLE) ) 91
ARG 5 2 BT 3073 AN gL AR S, o H S i
RN 20 Pt A A T DNA UF, Y E
EB(epstein-barr virus) J% B /& 44 19 B ik EL 41 g
(GM12878) M, ZEL T 482 A8 S HAT WasR 116 1,

Horpr 51 AR AR 27 AU A5 1 71 i PR AR A o e
W IE M. P PR A A M2 R R R 1Y
5, % DNA SCERRGE R N T bk 40 A9 20 i
(Qurkat)rfr, %5t 92 MAEAL A AR 5, oAy 25%
S AE GM12878 T 4 , X A4 Ja i s 44t 1
FHHFR o BT AR B SLE AH G (14 7% 14
FEMLHIRAE T UL, 1 BRI A28 240 1
AL T HEE . Wu B4 STARR-seq %55 # (Sus
scrofa) & K 20 H (G 5 5 41, PV R /N H A R [
HHEATRENLET IR B DNA SCHE, 5 Ys 25 5% 15 40 i
(PK15) Fl %% 52 L 40 fifg (ST) & Ak 3 i T 1y 3% vk, 7
PK15 F1 ST 4t Jifd 43 5] #6051 1015 F1 2217 1458 F-,
Ho A 601 MR T EM AR P IEE, Xk
W] STARR-seq A F T~ 7F 4= 5E K 20 31 [l P9 1 AR A 1 i
TN . ARG B RN FH TR Y 4 i R 4 3 i T
TEPE R RIS ], TR B e MR R IR 5
AR M . Sun ZE5I] STARR-seq %5 /KA (Oryza
sativa L.)FEHAHpgksasn -7y, FHM 2 JE H A
W KRR 4 I 25 1 BRI A 3 R 41 # 1 DNA SCPE, e

FFEA AT, FERRAEYEEZRR T, o5k
BT 15,208 il 12,210 4~ HA 5 IR P8, H
W 9642 A~ 81 E P R T2 ) B AR S
ZAE ST A D RE AT B A KRR ISR T, TR
R 5T it — 2 P R AL S 32 4t T 5 5k

313 WERT

FEmAG 2, DI — BB s 245 5 e SR A+
(P& )R DNA FF31, S5HE T X DNA 551
R AR AR B, DUBR T2 4 il DNA BY5% s F2 1681
DNA e RfEMH RNA SRR, 1mfE il
RNA AW RIENE F BT, YUURTAEERS, FHiE
HEHS ARV T DNA P L, &FHE RNA R4&
ity % 5% DNA JF 31, T BHLAS RNA BHIE N 2 1 7],
Doni %5813 % T SSA (simple subtractive analysis)#:
PSRN = Sl S S U R v
STARR-seq £ AR 7E K562 4l fitl 14347 7500 4~ % &
R TTE, EI 415%EA VIR TG, hit—
ARG BT AEE, flfiT X CRISPR-Cas9 £ AR
R A P UTER T, R LR {3k B
HER AR, ST A BRI A OB Y A e B
TRl RS, VIR TR R O AR A
S PR A 3 L S TR TR - B PR AR P X — Rl
Mouri %8 17 MPRAduo 7 4= 3 K 241 7 Bl 19 43 #r
P2 STRR G PEUTER ST, H 8436 /A LAY ST
1- U1 Bk F % 5% A 7 (repressor element 1-silencing
transcription factor, REST)&E &V i i JF 51 A1 4430
A TCHAY REST 45540 i T4 5 5 AP+ 43 5l
a1 ES(HY 3 - TUBR 1) SO B H e e 28 GM12878
HepG2. K562 FiI A 22 £} 4 i e 41 il (SK-N-SH)
PR 2657 AT LR REST 4543 15 (7 51 Fl 486 4
ToHAR REST 45600510 57 41 R B 5 PR AR A
B ZHFIE 4SS R MPRAdUo fEME TR T4 1
A PE S S T 1 pgse ), i S
ShE G Y A R A Ty he A e B T —
Hussain 2700 i CapSTARR-seq £ A A /)N Bl (Mus
musculus) & K 20 N i ITER -, /0N BROBURA P i g 4t



5 10 14 A

TMUBEAT Iy FE NS = — Tl o A 22 DA 3 S 9 2 R B R 867

JfL i) 28,055 1~ DNA [iff | 8 BUSA 1 (DHS) AT 437 4~
9 DHS X494 DNA 3L, sk i 3 FlR[ES 30
THYY STARR-seq #ifA, 33T % 0EhT 1
(SCPL) . WA H i R ik il Jok PR 53 47 75 1Y) 548 3 2)
T (pPPGK) A1 T 41 M F¢ 5 P 3 2h F 3% 58 + Xt
pRag2-Ea(pR-Ea), F SCEFE YL 2ok I T/N T il
i) P5424 4iififi &, £F SCP1, pPGK #il pR-Ea 3CJ#
Ay AN 1249, 672 F1 413 NULER T, HiA A 15
ANULERFAE 3 R OSCE BRI B . % o 5
STARR-seq 5 i HAE—Fogh i) = i 1 e BT S s, LA
SE SEVTAN L S h U F R TE A, S SRR
PR 0 5 AR IR AR AL T — il FH SR

32 EXEBAE
3.2.1 pre-mRNA 3

FEFEAZAY T, KZE00 8 1 0T o i 55 [N 4 02
skl pre-mRNA J5 , il i i TR BRAE A% X (N &
) mRNA JFR#ESEARIY, §74 2
pre-mRNA Ml T F2 i i AP B, i — S R EE H
Fi 8 G @R AL, FONIFER TS F 5508
FIER A W R 7 9 (BT HE07 05) , 2 — A~ B2 H AT
PR A2 —AE LT, pre-mRNA & Z MR
SE B AR A, P B AT AT — > AT R B 42 1Akt
i AAHCHISERW], NS F RSN IR
S URRA R Y U VAN B G TR K R vS B S P i 3 (1]
IR GIRE A TRIR 22 0477 Bl 5 0 1 I3 4
ARHERE, MPRA 5T pre-mRNA BTHERY—Fh
H %5 AT H 7 . Rosenberg 41 MPRA #£5% 200
Z ISR AT AR BT A, AR R O
A A o AN -, IFEEWRAN MR 2
5 ABRAFIFIANEF, BN Pt
PN HR S8 G A BT 5, FFPE A AH B3 4 i L
FLZ I8 B v 57 AR R i B Al AN 25 bp
5 RIEFA, A T WA A SO, —
AR 265,137 AN ALY 5" 5 07 1SR, 5
— IR 2,211,739 AP AN ZH LAY 33 B %6 45 SO o
PSR A D, S LR > RNA-seq /Y
Fo B F A BRI, T NS SNP X B2 (1) 5%
Mo (EASE RS, BIR MPRA ANUFESM T BkER

SCHE, AR RE TUN A 5 Bk BR S B AR R %
R4 T — R T A BUT S T MPRA FUHESE,
WER T T X pre-mRNA B 12 it B AT A2 A
SRIBAEAR FRLR A RE J1 . Soemedi ZEU8IIF & T —Fh
KA 47 554200 2 (MaPSy) K i vk 4964 S4h 1
FOR AR XS BRI, SRR I, — 2
T 385 S A Y 2 YAV A8 X A PN Bz Y S

Iy AR A A A AR T TR A 58 AR XA SR B 1 1Y
SO o PR /N T EAE T 100 bp & 5848 6 Y A1
WY, AR S ED 55 bp B BN S TRIE D
15 bp M RN & F HIREINF 51, ARSI 3 3R A5 S5 07
FEDR R, 0 X S 3 [N (28 AR U A R ) B L
R, BRLERGEAR, APFEES R M2 R —
H, YA 10%M 58 5 AR X B A R . %S
TR — o A B 5 A AT RS 3 AT 1Y
BRSBTS T RN A bl 57 2 58 A8 4
HET R

3.22 RNA %%

JE IR 2 3 2 S s I RH R I AR ML 23 7 A2 AN (W)
PR, i A AR R RO, HE e )
JaiAE R, B B pre-mRNA £ 28 5 &R T A& M,
an seum i . By 3R SRR, RNA FifE R
SEIEHLHI Z —, B REE o g i 3 417 51 2048 RNA
A, BRI R A . RNA il 32 kA ek
X, B AR RS X 81821 RNA 4idE bR T fig
BB TSI S8, I RE s 5T H2E8  RNA FRE B4 |
TR0, A CHFST R0, RNA ik 5 22 Fhoc i A
K, N iR E 55 ILZE 46 ) % i {L S (amyotrophic lateral
sclerosis, ALS). 4 #k# (Parkinson’s disease, PD)
Fl AD FEhZaBAT B BLeel R, 455 DRt
AR AU BT T R AR YRR, WA
BT W] RNA g%l 58% 1 & . BHET, MPRAE
ZHF 8 RNA %, Choudhury %19 MPRA
e E mRNA EREAY 3'UTR ZhfEE g e a7 o5, , 2
SE T — N E 770 M F 3'UTR 1#) A-to-G Z i v 45
B SCEE, b 5 7 DNA SCEFT mRNA S
TR S RN S A ARG B AR B, R 214 SR
D75 T B LS MR B AR AL, X R X
Z 11 3'UTR ZaBAv 23 v] G i 2 5 5 S Js IR = L)
JE4 BE R 258 . Safra SR MPRA B UE R R 11 (W)



868 £ i Hereditas (Beijing) 2023

55 45 4%

DL, I RBOLRE SR R R . 5 R
DLW St 65 bp SR 31T 8 bp ST AR i 11
T 6411 A JF5N, BT 8 Sk 2 it X (CDS) 1Y T Ui
T SCEE, ¥ SRR, H—Fam e
T W B AR SR B T AL S . DR, RTE A
WEF R E DI, % ] S EUR
AL W 1) DNA JFFI AR S, ITEf# RNA 4
B I A R 4 B A 142 33X R ARG PR AT R AR
AP AL T —h i e SR

3.2.3 RNA T M

AP, fEE7E DNA s AL {5 B2 i@t
MRNA 536 258 B, [HiZd Rt a2 B 2 FhoK-F
BT, e QBT BRSO B E M
FERBEIR ST . o, Bt A T Y mRNA B
SEVEIE R B R SN R, HZ 3'UTR
Al 5'UTR 520 B880 ) A7 HIF5E R W], MPRA A] J] T i
¢ 3'UTR il 5'UTR 7515 mRNA FaiE k2 [a] 5
% 119091 - Sjegel 45 A KL F fast-UTR(massively
parallel functional annotation of sequences from
3'UTRs)HE AR M1 A2 3'UTR FFEFI % mRNA £ 5% 1
FIRZIR , 5 41,288 4~ 3'UTR J551) #4 8 () SC )3 2 e
AT, KB mRNA FEMEREE & AU T
(AU-rich element, ARE) 781 8 384 finn i f & B4R o
BT XK, AT — BT ARE 7328 RG0K
43HT ARE XF 3L A mRNA e g, &
PR LI A5 R — 20, i i — P AR A Y
A5 J61F (constitutive decay element, CDE)7E N Y HiAth
JLfF, &I CDE ZEFFRYKBEXT mRNA e tEA
Fm, XRIPZIFAAT T ARE, i&0] HI T
J3Hr CDE. HARIZMT N AT A3 3'UTR J¥ 81 iy
ARE 5 CDE #&fit 1 Hrskng , [HHEA V2 mRE,
e SEE TR 3UTR I —AF4&, AR
SR 5 1% A s 25X ARE Al CDE T 361111,
XF T IEFE H AW 51 0 T AT PR N2 Jia SEEiE it
MPRA 43#rH 100 2774~ 5'UTR 728 541 i) SCHE
SCPERE YL 2 HEK293 4t , AU 3 b i T i i
BEHE (UWORF) FI Nl GFP Z ] Y 58 4= BEALAL Y 10 bp
Fro 2 80 mRNA SR AR e ey 22 5, 1Ml B
R T —A T S'UTR HEESS ML & & AT
PEAEBA BHIERY GO0 B 520 mRNA e . 05T
SER AR T S'UTR 7EF5E Il mRNA A] §H %1 7 1

B Z Fh 2SN RRE , B8 7R T A0 T A% B R AR H6
FEMHA R mRNA SRR

4 Bk

Hiil, MPRA C) Z M HF A ok &2 44k
RIS, (HESh Y A F 5% i A il . R
MPRA D) H: 57 38 o () A0 578 NP sl 2 AR Y
B DR 21 e SRR A e S S AR AR A T AR B2
N, HEUAS T B Rk (R HGA A — s R,
FERBMAEW T ILA T : (L)MPRA Tk 32
FEIU M R AL . MPRA 758 5 eQTL F1 Hi-C
SR Ty RE R 4 2 R R 45 G (0 T DA TR 0 3 i ] 142,931
{EL 224 i FH 40 6 A 7 A 40 6 A% AR R 388 3 SR S5 B
AT A Y2 F TS SO VT E B F 2 5L PR PE A
Perturb-seq BEAR & A fif PeiX — A, BEEFXT MPRA
Uk R TR — A 5 RIS AEC R gRNA ST
P, SIEMRETRTE gRNA SEELIR (k12 oK SO
e BN FIE Cas9 MM R T, gRNA HLALiER
DGR X s, ST SCRNA-seq BT 55 2H By B s 8
ik, FEMTEIE R IT T RER, JF 4B R T JT i
BRI DL AR G . (2)MPRA ZEARG I H AR 7
Sz B RS FHEAPE, —NREEETRRITIN
A HEE A PR, F 8K £ 7E 300 bp LAPY, X fff MPRA
KEHF o BAs 50 6 22 5% . 54K 300 bp
SRS T TR B Sk I A G AR . R RS
AR AR A BST, H R A3 o0 2 R 45 TR R T
300 bp. [FEF, AHXCHFZERP] MPRA 255132 B ART
SR B, A AR T, MPRA
R0 P 114 BB At 23 3G 38981 Kllein 28 1SH T —
U FA K BAr i B AR, B HMPA, Kok,
AT AT 3o iE— 25 i I R s i HMPA 555 144
BEHGE K BARTYISCE, 7K MPRA (11
FH IR R R . 55—~ J& STARR-seq M AR figil
o BE ALY D) A AR 5 O PR AT B AR T 43T
{H 33 B0 5 B R B K 1 DNA REARBOS] ) gty 7
I S A 5 i A G A A R A R e ) b 2 TR K
FIPk R o (3) AR YL T AN 2 1 . AAV MPRA 2
R AYIIS , AAV JEF 12 i HsE DNA F5 3L
B DNA, 85 DAAME sk sl R AR 40 i 18 UFF
TE, DT ARAR Yo o TR R 07981, (B AR 2B AT AR
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RETURAERZ T 2ENBN, Naeihe ik s
AE5E A PR LA T TG VEAF AR, lentiMPRA 1Y
FMARE A B 1 HE A S T A R WL as AL B i A
Fhrid, HEE A B R0 %R 25 SR A 5 m 142, o
i I PR A e S A A 3 R R A T DA X
— [ RE AHIZ TR A 7E MPRA HsEEL, (4)
AFSER TR —3 . & MPRA 1Y) 2R H,
LA WS OB 2 AL, 25 Fh SR 2 R ) — 2tk
W OB 5E 3 75 B %5 SR IR R Klein SRS T2 i
MPRA . STARR-seq fil lentiMPRA #3177 9 Fhasis
WG, I TR a R e — Bk, 4R ERW, HiR
A F o/ NE 87 5'UTR 1 SIS AL T4 4k L A
3'UTR 1 lentiMPRA . HFrIFHIFI&IEI 53 510 T
B/NE BT AR LR 5'UTR 1Y lentiMPRA . LA
ORI(the bacterial plasmid origin-of-replication) % )3
3T 1) STARR-seq F1Z 4 MPRA £ KA1 — 3,
M5 L HSS A1 1) STARR-seq. HAr/F51Hl4k
WA 43 AL T e /N A 8 F F & BRI 3'UTR (1Y)
lentiMPRA A RUF1Y—3 k. X R SEE I Z
() FFAE 22 5, SRS AE T E 5% SR I 22 2% 1%
WA TN ER, #ER g EADE IR,

MPRA AMUAT DL T A 59, idieH T
W bR I, i, &5 A A5 7 5 B 4G
DU 9 TO A AR HE Al A 7R A5 PR AR AR 00T 2545 77 47
FAHG T 55 0 Dy e 55 or J5 DR 22 A A 51 3 38145
M2, BEEREEEARN AR LR, Frrars r ik
MEARSAW I, IR 2= 581 ok BRI &
JEzsE] . MPRA fEJy—Fhsid it . W HIE Bl A
GEEL R RN P R g, RSRTE NS . ShE )
MR Y 35 15 BB i A S5 ST IB0KE A B I Y
N o
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