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[ Abstract] The human body is colonized by densely-populated and structurally complex communities of
microorganisms. The microbiota interact not only with their host cells, but also with other microbiota. Dual RNA
sequencing (Dual RNA-seq) can be used to conduct simultaneous analysis of the dynamic changes of gene expression of
two (or more) interactive species, and to obtain thus, through the interaction model diagram, the inter-species regulatory
relationship of genes of different species, and hence the interaction mechanism between species. We herein reviewed the
application status and development prospects of Dual RNA-seq in the research of intestinal, respiratory, skin and oral
microbes. Since the concept of Dual RNA-seq was first introduced, the technology has been applied to a range of infection
models. Direct investigation into the dynamic interactions between species at the molecular level will contribute to the
better understanding of the physiological changes of pathogens and hosts during the course of infection, and thus help
reveal potential new targets or biomarkers. However, the Dual RNA-seq technology is still in its early stage of
development, and there are some limitations in the experimental technology. For example, due to the dynamic nature of
the interaction between species, there are urgent problems awaiting solutions, such asthe optimal experimental
conditions, the selection of sampling sites and how to achieve real-time observation. In addition, due to the large amount
of bioinformatics data of Dual RNA-seq, further research is needed to explore for ways to process the interaction
information quickly and flexibly.
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aureus, S. aureus) & LR IR I, ST R AR Y 5 15
EZ BRI AR, A B T e B o id 2, SR

o ] AR A R R

A FEV G (Salmonella typhimurium, S.
typhimurium ) J&— P E B0 N F 2R IR, LR R
SRRV T TR ™, S, typhimurium E 2@ IR
BRANRMINFEEIEB A . WESTERMANNSE
HIS. typhimurium@&Ge Nk A=Ak b B2 40 i (HeLa i ffd ) 2
17Dual RNA-seq, & ILAEAE 3= F 5 HAEAE T 12 4R
R ek 4B Ak, [FIRTFES. typhimuriumh & 30— 5
flSRNA—— 3 JJ[HFPinT. BARRILAZ"WIEMIK €f T
XT Wil b R M (HT-29) 5. typhimurium A B AE
R0, Dual RNA-seq4 5 /RS, typhimurium/BYLis F:4%
OHRR R, LR © AT R EHT-290 5 T LR
(IFN- I )5S AHOCHY R o, IR RN Rl A Y aE i ik
(EIE SIS

Y. pseudotuberculosis/&—FP EIRIEEUR T, 7] 2551
B, 5EEBR", NUSSE" FDual RNA-seqfiff
JY. pseudotuberculosisiEs N BV TE AR G T U, I
S5 5 0By E £ -0 R AR AR —2 88 118 AR
G R AR R E S L R R T Y.
pseudotuberculosis#iihaE 1 K 5 HH K AIAE i ASRNA, %
AN T 52 2% 0 A T -9 JEUACRE ELAR FH IR0 465 R g 1) % e
P TR

S. aureusn] LI HU™ B 12 22 MR, £HX]S. aureus
BE TR 1 “BURE ) HE 1) SRS A R PR
THANERTZ"E PN R 09/ Bt FRIERGLS. aureust) ik
FE A 78 E AR AR YE T Dual RNA-seq, X878 EA G
i 24 1) 22 A MBS S 52 A0 TR 25 ) TR T A 3 s 3R A

BT I A e 1) T BT 5 3 o R ke i A A AR
W, g 2 T A SRR R DL A s T T B . WE R LA I
(Lactobacillus acidophilus, L. acidophilus) &—Fh & F T3
il it ARG B A FE R 1Y 45 2 TR A MR . GOHAFF HITC /)N
FUE R R, 3 10 Dual RNA-seqdfit T L. acidophilusteId
FLEW I E S b SRR B FRARI. e 3 A e
FHEAE HIAH G R BE DR 2 b i =X, AT 2 10 e 53¢ S I 48
/8 T L. acidophilusTESE T RN . AE+7A bR 4l 3h
VAR 1 E RN BRI 7 T R LEE

£5 I, Dual RNA-seq/Vi FH T W 1 B ii 7y, 45 Bl 3
il TR R ) Z B A EAE R, s T 58
AHSC I AR GRS RN A B Bl 312 A . e it B b B 404
Ak, T e S BOE A WA [RIBE 25 5L, (5 LAY I
Yo AR oR BE DG T X LE RGBT KL A D1 BE, A Dual RNA-
seq A BB LA AR A FE A S A5 RN A 90 458 I PR 19 4% 7y AR

pliz =38



EEl

VRRTHTSE: TR RSN BORLE S APt 70 A A B i 203

2.2 FREIREREY

TP TR R A B T R e e A e PR
Jili 48 5 BR ] (Streptococcus pneumoniae, S. pneumoniae)
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R AN LR FES. mutansFIF. nucleatum, Dual RNA-
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