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Abstract: Divergent transcription is frequently found in mammalian genomes, producing pairs of transcripts from
the two strands of DNA. For example, the transcription of many coding genes was found to be accompanied by
transcription of a non-coding gene on the opposite direction. Divergent transcription is tightly regulated via various
machanisms, including transcription termination, gene loop, chromatin modification, and nucleosome remodeling.

The transcripts from divergent transcription can affect the transcription of nearby genes, or other genes by
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generating enhancer RNAs. In addition, divergent transcription may facilitate the origin of new genes in evolution.

Here we provide a review on the recent research in the identifications, regulation machineries, and functions of

divergent transcription, together with a brief discussion on the future directions of the field.

Key words: divergent transcription; noncoding RNA; transcriptional regulation

B R 2 — N E B H S,
JEHE R IR R B ) — AN, L)
—HaAEMFR AT . SRR TT
T RRE L DR B R e it RO, MEIRE S Ak
AEEE N fENL MR BRI, 23
SE IR B J 3l 1 X0 5 s B, RV I e 3 A
J& B b R A AE T 1) B S R AlE 4 i RNA
(ncRNA), X PR IRy 57 1) B 5, X0 B[R]
BERR A S 1) e s BE RN . DEE R, R 28 m
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exosome-TRAMP & & ¥ 8 ff gt B2, 5 i 5%
FEDRDN, 12 % HBIRE MR LAy ¢ stable-stable.
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AT PAAr R L2 : neRNA-neRNA X, ncRNA-
coding RNA. coding RNA-coding RNA.
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R D IOR R R B, AR LB I AR AR R
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MPAANZOEET 5 (2) B3 X8 K DNA ##,
WH /MRS S, & DNase BEUKX L ;5 (3) 71
e s L R (R AR 7 AR AT TG BR e s IR R B A5
F, BEAFRE AR TY RNA ) _E 5L A X 4 E 1
FEARAH R IR MBS SR 5 (4) Sl i s ik A
Xof R SRR AR T s, I H MIEEZ) 250 bp™Y A
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AR b R I AN A, AR, RER
ST TN I FLah ) i B R 32 R R n) B sk 1)
3 IS M0 AF 2015 4E, Duttke 25 B3l 1 43 #r
HeLa-S3 4f il Y} GRO-seq %{ #% Al DNasel-seq %1 4
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)R s (2) S ] A 53 S % €0 A% TS X 3588 3 P % o
JEAN T R R . (3) HIa 1 E 31 LU
W, T H 7 ) BTG R B R E R R (4)
ST R 33 B A 0 JE B 1 B R I B RS 5 .

fthfi1F FHl GRO-seq F1 DNase T 54 557 1 K047
EX T 4318 NAEH — MR e A AR T
Hep 51% KR sh R B mERKEX, REef6—
AN SRR AL R, HORN I IR ) B %07 W) — FE
49% 1) 5 [R5 3l 1 A& 5 1) B 53 BB Jm) 2 S 1) T 2
(AT VR P St i) S 2 DR %o B b )9 288 DAy XL )
s ) , AR O B 3T, I RA MR R WG T

Andersson % P it 5 [ 558 T X — IR, AT
AT T 2 1) I8 & ##E . DNasel i 8 £ S
(DHSs, DNase I hypersensitive sites) . CAGE. RNA-
seq. GRO-Seq. GRO-cap, i#if#— 43 #T Duttke
SRR E K B A R R B, RIAE I e R A v AR
REMLI 21 57 1) % s S AR A5 5, 170 Duttke 252 T A
A A 21 2 H T S 6 A i Ak HE ) 22 S0 R
e #, Andersson 25\ 93% (3974/4285) 1)) 3 T
T I S o

% Andersson 248 P ) )z B%, Duttke 25 2 45
HH R AR SR ARAE ) R, TS KT e ) e o
s, B2, REFEERKG, X157 m
AN TR, AR FIERFEATER TR -
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TE GRS “H3T7 e
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FHEEXIE, WEKWMZORT s, A
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FJ L 180 R o 7 S5 1 2 S B TR 1) Sela 56 1 AU T
/NI 40 M RNA 13RIE, RILKE (67%)
2920 nt KA RNA AbT 2501 s 5E R R S 46 47 50
F i 1.5 kb §5 Bl A, R 2 2 TSSa RNAs. iX 4
RNA )% 562 4 A7 2R 20 0 1 2 B 36 DR A7 4 B
100~300 nt Z [, Core %5 " 4 ty T —ANHi ¥y Jy i
N4 f GRO-seq (global run-on sequencing), 1% /51250
PRI N A%, SRS M 2 4R, IFF ] nuclear
run-on assays (NRO) ZEK )45 1) RNAs. B 5 A
— iz BB ZEALY) 5'-bromouridin 5'-triphosphate
(BrUTP) | ix L6 4145 RNA b, 35 F) X Fp 214
F0 R e VE T A R AT S 5 L UTTE 70 B, X 28 NRO-
RNA [ s AR F #EAT I o ABATTR I 77% HE
ERFE R LA 35 1O e ) B S bt R . IR e ) A i
FE R PRI AR 7 AR EEAE 100~250 bp JEH A . Ntini
24 U i RNA-seq Il CAGE (cap analysis gene expression)
SLUGTE HeLa 411 5 Hh R BLAE CLAIE R () TSS L3
110 bp fA1E X 724, CAGE J5ik W 1 5pit
I mRNA (1) 5" i JT Sk () — /N BUF 41 (20~21 nt) 1E K
5" mbRAE, SR N B3k IR R 50 cDNA, i1l
L PCR 3 2P 14 7Y, e #tAT . I 45
25 LU B2 2 B R 4T gt BE 4R 2 HE A (1 3 % i
9L Rl IZIJTIRIE )T 2 N H T FANTOM #F 7t it
R R, HRE AR %
7K

W ANIEAT — 6 v B 1 77 R A FH KA I S
IR R S I e s R (AR 1)

X EE Ty g8 BT TSS A7 fd 2 8] B B8 4] BT
e s L R, IR CA B A Bt S ) 2 s i R ) 5 X
% A bRE. Duttke 25 Pk, U B 44
R 11 35 D] 1) e i R R 7, R o T 1 B2 8 P W St [ 2 o

Tl EEHERERMSHIERA

S £ =4 SCHR
GRO-seq Global run-on sequencing Nascent RNA [6, 15, 24]
NET-seq Native elongating transcript sequencing read Nascent RNA [10, 47]
mNET-seq Mammalian NET-seq Nascent RNA [48]
PRO-seq Precision run-on sequencing Nascent RNA [49]
CAGE Cap analysis gene expression RNA 5'5 [50]
PEAT A paired-end sequencing strategy RNA 53 [51]
START-seq Nascent RNA [34]
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Z g R R EE X 3, (R NFR), B BS7E ~250 bp
35 IR 52 SN B IE ) S Tl S B A

AN, 4K A B i H3K4me2 F1 H3K4me3
S A T A FH SR A 7 S 1) 2 S DRG] 2
BEAFLETT R 3 P22, g8 BTk, Bt dhr
ZIAIBE RS . 5 BT I R TT OIR S . TR BR3¢
T 1A A 458 T S ) B S P D BRI AR

3 FEERIEEER

9T 2 B RNA G 1072 S 7 A (A% 0 3
7 R H ) LT A U, R T i AT
FSRS SE B S PR ) )38 SR T e — N 5 A )
SR B A S A A ML ) T AN S 1) i
e ?

M ST FEE, RNA BAH 18 S 1 F
MRS . OB, BIREAYMNTER. #
SEAEAR B2l XTS5 1 A SR I I AR A 3
GRIX LA T
3.1 HREIEEREERNGE

S 2% b I PR R B R A SRR 1A RO
—, TEERZAED R o B s 2 b L) 2l i iR
1) polyA £ 55 (PAS) #E4T 3" ¥ I B SZ L. PAS £
B BR ST AAUAAA FERR R, 7] DLk

RIRFRRILE &Y (CPAC) RAI, FFE#k RNA B
A IR, MM I st 2. i s — 7T, 5
gt UL A2 5 0] LLgE U1 snRNP (U1 small nuclear ribonuc-
leoprotein) 7, FF A LA PAS /- F (W 8I1), #
B RNA gk &8 55 55,

WF 5 % B A B ncRNA (CUTs) % /> Ul
snRNA & &9 B4 s, H 2 & 5 poly(A) [ 41
(PAS) "2, X PHANKFAE S8 T RNA R A1 11 FIR
B, A B RNA 2 BRI BRI 2 b /E i BT, s
ISt —DAUEM T RIS - ¥ PAS o b B4R 2 5
K, JF17F HeLa 40l i f a2 K&, FPAANREN
poly(A)+ RNA, T 2GT/T ¢ AR N £ 5| 8 i3
) PAS JE 2, AATAAA J875 M| 278 K 3" it i 2
R P, IR RRE (RS RNA # PAS ki
HERZLILERZ G, 0y P,

FEREREH, RNA FEAEG IS NRD O %
R REH T P, NRD 8 H =2 A
B : Nrdl. Nab3. Senl, ‘& 0] BLiH %] NRD 45 &1

& (NRD binding sites, NBS), 3 i il CBP /£ [
RN R, 211 RNA [ 3 ' NRD f&
B L S L= BE S B AN DB . Rt R IR 1)
J7 %1 H NBS A7 s A B 5 1 5 5 1 AR GRS RNA /b,
M S B — AN 1 8 5 IE kAT B, s
56 73 BT R B Nrd 1 R 2k 25 5 80U 191 7% 5% 1) RNA 3
m 2 £ P,

gr b, TR L Bh ) A s DR B S 24 1k A T
PAS {55l k. MAEREEEY, % 1L NRD {5
SN T FI AT T AT T A e S B R N
A R AN ) RS EE R (1) DNA 751 />
PAS ( N\) B NBS (B#BE) (55, 157 s dE
Yt RNA 5 £i1X (55 (& 3). I HE AR
BRI A, UL R e gm Al e R R s 4E, T LL
0] PAS 15 o
3.2 EFERIMESI R EE RS

SO R L S 2 AL T DA 50 B A R 3
HZ R REERT. (BRI AN, Rt
DR A &35 g 0 ] DA% o) 4 5 356 DR SR R 7 g . 2004
SEFN 2005 FEARFFUR I, B SRACARTN 1R SR &
IERFRI DA AR, S 8GR X IR 4 b X E
FAEEUL T AR 45 44 42 1) RNA A 11 #4535 1)
J5 1 Ol e Ah, 38 A5 AIE 4 IE W] CPAC. TFIIB,
Ssu72 W] L[] i A T 266 DR 2 S e 4 X 3 F0 ¢ 1k X
I8 17, 2012 4F, Tang-Wong!™ 25 75 % £} 40 fitg v &
0 D] P 0 R DA I A 1 g =g o S 10 s sl 1)
BT ). AT Ssu72-2 2 FH AL IR TR B, 18 15
RNA R4 1T 0] DL B4 & 2 Bz AEgR S RNA 11
BT IXHk, (EREEgmiD RNA k. J+H, 1
Ssu72-2 FEAF (1) 40 il B 605 Ff T ¥ I 4w i RNA
(Ssu72 restricted transcripts, SRTs) , H /7 K 3 4 1)
J& T 5 1 ¥ S 1077 ). TFIIB. CPAC [AT-. Ptal,
Rnal4. Rnal5 #2145 72K I I

(e, BRI A I BRI A R IR
IR FL, AR A U4 2R BA 7E N R 24 B A7 75 AH AL
L. AP, TFFIB W] LIRS 4 11 [X 45
ghty, JRRN 3 R I SRR F AR EAE A Y

S PR RSO ML AL T 53— s i ik [R5 g [l
(AL, AR SR Zab L), & n BLTE 3 RNA 5
A 11 R A i B R (07 5%, (B2 H RTiEAE
FE X PP/ S DR 4 P R 75 M S A LE
3.3 FEMMEIRITEHIREE RN E

et R 1) 45 46 2 B 2 3R (1 F0 DNA MR, 4
B B U 0T DU 55 5 B i) JE (R ) 5 5%, IF
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PAS signat High
Ul snRXP signat Low
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High

1 1
OISS -W R OIS R

| ST

~250kp

FIBE a—

—_— ABEE

|3 PAS-Ul snRNP{ESSHEREHEFREANPHNEE

HaT DL B 3 1) e e e sk o iF 90 3R B St [ e o
FIP %O B 7 F (NFR X3, B4R /INME ) 1)
MR E S (PIC) MIKIRE —RER " EA
40, H3K4me3 A LU sk AT RZ IR B 51
B B, 455 i B A B th 5
TR, — MR 5 1) s 3% 366 DRGSR AN A% 0 )3 B 7
X IR B A B A5 5, (H 2 Ar il e Sk ZE A 145
5 ——H3K79me2 @& H HIE g G 5 1 IX
g B WA IR S B B S S T REE R T
GO ARTE B AR IR IR 4544, #5 B RNAPII £35E 45 &
FE M3 SR T 4R 4k 2 7 ) 3% S A, RNAPIL 7E |
(15 1A T 43 o — Rl e AR RS, BHIEAZ /I
PRTE T UG X SR 2%, 43— R s et pi i 5 U,

TERERE, W TR Ssu72 FHUER 3' i HA
2 LBtk Ha 125 W0 T (2 3k G e R T2 &
BB, XME S RE R TS, i
SO S A R DR B BT, A4, Rpd3S % 2 ERE
AR LA JE 3l b Ui 6 R R R ) e S
5 U, S LI 7 e % i T AR IE B
S, filnid it DNA e 2 Brak /M.
34 ZNMEEWIESIREEE R

TERERE )RR, A —Fh AR Isw2 [ 44t
WEMEEY, ol EAZMEIALE, M
1b R G SRR G, SRS T . L
T, Isw2 A DASE LR 1) DX A% /MR I &, b %%
SRR — N7 M EEAT 5 24 Isw2 JE R, 2
SRS RN 7 B 5 Y

Marquardt 25 ") 75 [ RE4H i o R F 25k DR 20 35 #e

(17 ST 60 77 14 52 ) S ) 7 SR PR 2R R, AT T R IR % A
HIE F CAF-1 5P 548 25 5] e 42 B R 4H 3
P 5 A B HE SR D RNA %%, UiH CAF-T LA AH
S BR - AT DL S ) JE g S RNA [ % 5% Tfi
H3KS56 )7 LBk ik . SWI/SNF #/Mi B 2 &9
REAR AL /IMAT BN, JERE B m) B R 5%

4 FEFEFRERINEE

S ) e S S A B e S e ) B B nT DARE B
1 A0 255 Rl 3 3 Ak PR S RV ME PR O AR F 3%
EPEMMKE. FA REENARE, REEANF
FEEE M ThAE. HRTIE A 5 s SRR Dhe 2 A
PAF =28, (HIEAHhE MR Dhae &5 48 3 S A . B
BAF RIS I T, FF25 60
4.1 IREIFREFEM~E

S ) 7 S I R AE AN [ () P e o A T, 491 2
NP R RN, HERY U s A,
FE NS DR 20 o 3P S ) e g e R GF A HG At A7) Fo
W g — B R AR 57 PE. Wu 55 Sharp!™ #2 H
RANR, TERHME I FE i T A S8 UL-PAS 15
SRR S ECH R 1 R s E AR R R,
FER AR 5 R L R 3 UL {55 3R15 A1 PAS 15
SER A DAL HE RNA A B o s 1, 3k 1M 3K 30
HEE =4, B it — DR 2 R R A
() AR X 5k
4.2 FELRIEERERRIE

U T AR SR D RNA 1] BUG R Ho /B - 1F
BET IR ML R, B LRk KR TN X R R
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A PIAEA T2 NKF (1) R AEYR S RNA 1
s n] DASZ R e (B AR Y IR R 5, g T R e 4TS 3T 1)
JERFRIE. BIUNTERERET, fhpl” XA _EJiFH) ncRNA
e s o o Lt JFUB WY BT TR B, S 4 N B
SR LT IH IEIX 22 ncRNA (¥4 5, W& S8k 6
PR Gz 1 s 5 R AT DO e A A6 15 ) B0
T G a5 T, AR 55 L R B e k. (2)
SCE B AR 9 65 RNA I8 A] DL d i 47 55 [R5 o A48 e
@ B, 2E T S e e R Ik ) ) A 5k, 49 G
CCNDI ] (15 85 Ll — D AE4i % RNA 7] L
1 %5 RNA 45 & & {1 TLS, Jf #7 fl] CCND1 _E 1)
CBP F1 p300 2H £ [ 1 £ Bt 4% 7% g 1) & 14, AT 410
il CCND1 g 23k B (3) /1l i 4 4 i RNA %
SR IE AT DA 40 1) S Bl X B 5 DR 4
By BE T 2 R 58 A s DR, AT s A
FEDR e, 5l TP JERAN L B AN Fe e JE
i RNA 52 [ FF 1 e s s R i i 4, = #% A
BE 3 G A1 ) 1 R A Bl AL 7 B, (4) @it e
FSCHAVIR 0 6 A0 Y 42 F v DR B e s (AL 3.2 3 43 )
3T, Luo %5 UV [ 503K A 75 /N R 2 R4 i
EVX1 J ] b7 1) 57 ) f S FE ] Evxlas 7] LAZE & 5
et R A AU i e AR A R, b T T %
Evxlas fJ3iA.
43 FHIETEFRNA

S 0] B s ] P AR LA S BRF DRER RNA, 1Y
it 3% 58 ¥ RNA (enhancer RNA, eRNA) 7551 4%
JE RNA #F LBk, HECH polyA, W] LUE L #H
B 40 55 5l 3 oo H 7 s 2 A W 5 88 n) 2 RS 3)
T gE A R R e, 3R OS5k B B s
Pnueli % ™ R I —F 57 [ 5 3% 77 AE 1) eRNA, AR
79 CgaeRNA, A LURF S 14 #0233t /) B A 02 14 Ml 2
AT FE R 2 i e ) R 2 1% IR B R o (chorionic
gonadotropin alpha, Cga) & [Al (1) 4% 5 f . 224k
M7 AR E s B, 4tk B FF1 DNA
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