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Research progress of non-coding small RNA in bacterial resistance mechanism
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Abstract  Recent studies have found that bacteria respond with generating a special non-coding small RNA
(small RNA, sRNA) repertoire to antibiotic stress, which may regulate the downstream gene and help the bacteria
overcome the antibiotic challenge. Then, sSRNA are involved in bacterial resistance network by regulating bacterial
resistance related genes (such as antibiotic transporters, drug efflux pumps, synthesis and modification of cell
envelope) in various ways. Thus, SRNA and its partners (such as Hfq) may be used as targets for antimicrobial therapy.
In this review, we will address the role of SRNA in responding to antibiotic stress, generating antibiotic resistance and
prospects as drug targets to elaborate the progress of SRNA in bacterial resistance regulation.
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HAEERA A i HiQE IR R, (HXEE
JRAE R M ANTE #0120, CsrAJ& T CsrA/RsmA S ik,
Y sSRNA I GGAJL P 5 HA AR . £ KRy
B (Escherichia coli)f', sRNA CsrB/CHIMcaSBH KT |
FHVEFHIECsrA,  ZEIM A N UEEE > mRNAI-4,
ProQZProQ/FinO %K & R 57 B+ & FIRNAZE &
H, | iZafifta-, B-, y-LILE (Proteusbacillus
vulgaris) M RIIRAH, 1ERAGFEID T (Salmonella
Typhimurium)H, ProQfE#EsRNA RaiZ5hupA mRNA
g4, HIHU-af) & RS, A BT /287 LA
AFE . sRNAKILAHRE FAHfG. 45 & & FProQAN
CstATE IR M A R EREHEHEEEH . K
SO SRNAGIT 2 5B N5 PLAE R B/, e
SEANPETY 25, sRNA K AHSCHE BAE N 245 48 s i
557 THA SRNATE T 24 77 1 B 783 g idE 47 2518
BT 2RI AR B 7 1) AR B Al
1 sSRNARHARENZIMERENXHE

WeckefMascher®5: 88 H omicsH R KL, JE3KL
BEHR FE (sub-MIC concentration) F 142 25 5 S 40 1 1)
s AN AR AN E YR R AR . X AR
AT AR PR RS2, I 5 A KA
1.1 sRNAGER &4 FEH

VI W S R, EAMBITEHEN £
FSRNAZKCTA FTetAg . Hlan, Sinel 5519 Ok BR
BRTE (Enterococcus faecium)H IIsRNAL 41 & i 24 1247
BEC, EUMICIAEERMH)G, THsRNARIRILR
FlFm, AR NESLRIESEMISRNA 0160, FEH4M
BN IR FE B R W 257K A 3G . SR, Yu SR
RILIY 11 (Salmonella) 5 it % 72 55 AA B (K lebsiella
pneumonia)f', ZMsRNATEZRA FHHR. BMAE
WITERKAERE . BEEHFTEIRN, KIAAERE
I7 J5 A B sSRNATE ()AL ZELL T 1T 215 2 . HEf
MG, K AR P R4 9 €88 & BRI (Staphylococcus
aureus) &5 4% 53 oA B (Mycobacterium tuberculosis)H
AR, & FAREESRNARRIEKF, 1HLE
% o i 245 30 BB P 1 (Pseudomonas putida) ™ ASE I 2
140K A sSRNAR2, A E R, BEMPTER
A R SRNAR A S, vl Reszmm JLRR . 2+
T sRNA ¥ 3522,
1.2 sRNAJ Z 55 it 2

Kim %5245 DL 3 R 400 7 Pl sSRNA ) 5
M, ) NATTHE 7 1 sRINASK 4 B i 245 38 1% 11 2 Lk

A AT 3k i ek Bk 2% BN SRNA R R 1 1 A5 B
TR R SC P T 8 Al R AH S o A R R U, DA A
— M B sRNAXT A B i 245 (I s2 e . AR 2, 2670
TR FISRNAHA 174N I8 Ja 500 K i 3 7 B 0T A
FIRURME . X EESRNAH 1)K 2 HAE VD 1T A
AR B R, XM AN SR, Rf
b HSORH [R] R sSRINA i 3k R 2 77 A2 AR Je 1 e T 124231, g
FHFFEEA A IR, RO R R 1 H fq i
sRNAT] LA A 18 5 A HEq, [A18: 5 HAbHEq R
SRINAFE 5+ 5K 52 Wi 4 B i 2414201, 1% 26 7 3L S R W
REAEPUERE S N 2WR LM, JLHFsRNAL H
Aty B7 BEATL 1] — b2 2 5 4 1R S 2 B0 AR 3R R 0 () AR BEAR
Whd 2. HAT, sRNAIGMEHE R ZH— P,
DA A DA A R sSRIN A 75 2 5 1 40 B i 24 1R 7= 2
e ELHEE 2 AR
2 sRNAFEHETHZ5RIHLH

PUAE R E 1T P2 A I sRN ABE U el B 18 48 FH o iR
oA F K ST ALE AT R0 . H B AR B 4 sSRNA
If,  EATTRT RLE I 2 1 R R AL ) A A T ) 5 A
A P R (A M A R T S S B L IR A R
LT S T2 ) A T 2 200 T T 2471257
2.1 sRNA: 3340 o 98 & v s 24
2.1.1  sRNAE 3 4 f 94 i 6 6 1k %) v Tif 25
RIRHRKBETILEREBE TR
(Epigallocatechin gallate, EGCG)— /5 [f H. £ T-#curli
WAL RIE FELT4E, 53— U T i e 2 o B R
PERISRNA RybBI#IEHE [FlesgD mRNA,  HETT (K
CsgD(curli B B 4L 2= AW G BIE ) &
d5 2 A ) A0 LB T PR T 1k, I 2 e AR IR A 1)
PUERM Z5A15 LB . 5358, sRNA GlmY/GlmZ
] DL G 1 4% i A 4 R R R i - 6 - T TR - R
(glucosamine-6-phosphate synthase, GlmS)F¥] & il 1A 77
I PR A TR T PRI (3R 1) o Glm S 7= A S B 1 4R 14
V)% B iz -6-1 R (glucosamine-6-phosphate, GIcN6P)
JA SAH L B A R, GlmY/GImZ [l & 1X P A4
THFEAWIA R, TR glimS mRNARH#E LA 78
GICN6P. X FHLHIE R ML 1 B WA 22 (91 a0 R A B
7, W GImSEER) BRI ER, K S8
GIeN6P/KF [ R 175 2 sSRNARI R IL,  [ead ok 3d %
XGImS, AT 8 AR 2R B A A2
212 SRNAE i 240 i 4 I P A 1 522 e i 245

SRNA Sr006 MgrR i i /- 5 5 41 gl i (14 15 i

SerraZt



.410. b [ Hi A4 2 2 £20184E4 H 4543 % 543
R1 Z5A0ET 2501 FIsSRNA
Tab.1 The sRNA contributing to the bacterial resistance mechanism

HEY) SRNA i 24/1%5 5741 Bl 51 H
PN DsrA Wk, AFmR. TR LIAIMAEF, (2 miE [41]
PN RS ] GevB D3R4 5 TifCycA, HIHIZMF R [34]
PNI7p ST MgrR ZHWEB NHEptB, {EZ R HEBL G [30]
PN RS ] RybB EGCG fEFERybBIFIL, MfICsgDN FMAEMBGR  [27]
KI5 o RyhB KW #Ta CA, {RIFZYR [10]
N BZEH SdsR (RyeB) & HK FRMutS, AR 2 RAR [43]
N h S| 3'ETS*” KIH #la NUHRyhB, Il HIhEE [38]
KA 18 GevB EiRaEE- (RS RAAEE W7 [45]
KIGRA T W GImY/GlmZ — HHE &R {RHFGImSHIZRIE, i 4 Al A5 1k [29]
Kigsaw. IR MicF LR, WHRDE FIHOmpF, I Z5F R [24]
KipAaw. WITH SdsR (RyeB) Wi, #HiE&ER TEToIC, fREHEZFR [24,40]
W SroC ZHHHEB THsRNA MgrR, i £ &5 £BSE & [37]
] £ AR R T Sr0161 SR ES FiHOprD, M2 R [18]

A £ A1 PR L R Sr006 EZ 1 i PagL )ik [18]
] £ A1 PP B TR PesA TR A f#tpyocin S3f{1FIE [42]
SO ER SprX(RsaOR)  Hlifik3 1 SpoVG £ it [46]

53 ) 4% A 23 AR B TR (Pseudomonas aeruginosa)-
KWy 3545 6 U K 22 B e 3R U829, Zhang
SO,  HA SR AR S B T ISRNA Sr0067E ¥ Hiq
FITEOL T, B P AL S B -PagL, Jak/b AR
RN Z /W R . KigRAw Y, EptBZ&—
PSR IR £ B2 i AUE 2 B (lipopolysaccharide, LPS)
HIRG, 1B 5 IR 2 B8 B B 7 K F FE (K. sRNA
MgrR¥E [ eptB mRNA - #1 L F 1%, BEINLPSIHF
BB 7 Hugg AT (R E 2 R R R BN SE &, SR 25
PR 22 BRBUBE PO 1)
2.2 sRNA & H % 1 Y 25
2.2.1 sRNA & 8 %t 25 4 e 4R B i if 24

FEA 20 PR T o, OprD 2B 7 3 M K i
FIRHU EEILE . Zhang 9L HIsRNA Sr0161
BL1A oprD mRN A F 5 BT B0 1 X 56 2 1 v
fif 5. Sr0161i8 5 =M 43 R Gi(type 111 secretion
system, T3SS)H 1A 15 [Kl Fexs4 mRNAM EAEH &
FT3SSHE E M AN 8 1 4 5 & A FH K. sRNA
RyhB. GevBAIMicF# it i 5 4142 2546 50U 75 1) 2 K]
KA R A B P RBURE(R D). KEER
Fe B — 6Kl 1 A B T AR AR TR R S B R K 3R Ay
W R EREZMET, FIHERFFuE A
Jif, SRNA ryhBIRFE A0, 3 1T ek 2k 2 ik 52
RCIrA G RIGE RN R, KGR A H
X5 K b R TaHOBURAMESG 5200, SRAURYT, sRNA MicF

B ompF mRNAHHIFL & HOmpF & 03y, 2
VTR HUSZ BHL, 20 B 0SSk 70 B 3% R U 0 B 1T 45240
WA, cyeddmtth T —NMEis HER, D-WEIR, D-
YHRAND-H L FIRNEIZE T, MsRNA GevBY
cyeA mRNASS & FHdH e rI# 3, HMEEHHQE =
53, govBRIBRARSE R T 4B D-3 22 SRR
JRPEB, 5 — MR IRNA “HE4E”7 IsRNA, EA]
BE 5 355 P AS T3] 1 sRIN AT 22 52 Wi 41 B 2455291 1)
%40, sRNA SroCH] L% JF 3 HIsRNA MgrR, Jr
PLYsroCBR RN, H HAIMerR/K-FIG I, 168 7 6
i SEvD T8 0 2 B R BRI BURMERT, KL, £
KIGZEAEF, (RNAFTR-3"ETS" 24 U] 5 1 18] [ [X
5K 3575 i HAsRNA B AME R, A 3EMicF A
RyhB. K, 3'ETSZ[)RAZ{FRyhB i /KT-£Iik,
SEOR IR A B K B8 2R Ta B8 in fUkis 381,
222 sRNA B E 8 X254 0 S HE 2 v it 2
AN LR SRNAJE R 72 25 AR 2 K 2 5 Tid
M L (R ). ERBIRA B TIEF, tolC
S AN I LA sy, IR AN IR LA R W
] AcrAB & 4L, SdsR&5 & F- 40 tolC mRNAEY
B, FEAMTERA IR0, F, SdsRFIEE
IR R T A B R A R K ORT LR s S TR AR R R
SRR SRALI, K73 R RISRNA DsrA 5
LR INER FE N, mdtESE G % 4 M AtEF #hHE
FEZERRE, DsrAfERIAEHEMAER AR, N
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WA AR, TS A0 B R MR AR,
MEPERR, A4FR, PPIHGHEI AT REZFPiLE
R 200,
2.3 sRNARI R R B4 &N A EREN
Ferrara% 2 I, sRNA PesAf{iE ik #i 4% 5.
B F I pyocin S3MFKIE, FLIEDRIAL 4 A AL 5 G D
A S3IA T G 2 SITER H 1 AN 45 7 B K pyo S 3A I
pyoS3l. HIBMIE, pesAFEDHHIH K T EUHH 4 5
6 TR T 58 A1 B H S RN ER D B ) U S I, RO
5 pyoS3A4-ITh 2K B ARAH LA S8 AP 2R UK I, IX Lk
4E K Wpyocin S32 5DNAH 18 E JtsRNA PesA
XPZ A AE . S — Bl i, JEEgEK
£ (40 AE 28 2 B0 R W35 7 B I RpoS(— M 1 %
SR AT )R FRIA,  JE IR T i 2k R g AT R
2, AR BB R TR OR S ORBEAE 4 By
Pk Jiiz S8 0 A 200 2 0 B S B R INE . Res(regulation
of capsular synthesis)f 2 #i Z B2 5 5 7% 3 KGRI
R, M EIERpoSHI K IL(&I1). RpoSHIE A
IR BOE AP R B L R, 6] B E A DNA R A i
IV(DNA PollV), 4@ =AEERE. 545, RpoS
LWE T sRNA SdsRIFFRIE, @Em ~ SR EE &
FMutS, FECRALEM A AR RE-4(E 1), X
FpOpLAI —J7 G0 7 8% Z R, 53— 7 el R
T BN B 25 AR B A TR B TR — R RO

Stress
(sub-MIC ampicillin)

Hr, ResBERI ARG 5 5 R G RpoS T 2
(4272 2], sSRNAWATEES 5 T X RpoSHI %
Blan, #HRAIEE (mutagenic break repair, MBR)#H
12— LS ARAZ A E E DN A ) 72,
Barreto®F WAL, EKAIRA T, sRNA GevB.
DsrAFIRprAfE K YLK FA 5T T 0] DU 2k Bt R A&
FWIRE. Hd, GovBidid 4ERFME I 76 B, 1]
RpoB(ii [k 71 B % o K 1) /i 3 RO I B 5 e 7, [ 45
TR HERpOSAT T 1) — B S S RIS AR 7™ A2 o v DA
sRNA GevB. DsrARIRprA M ] fE 2 5 N & AESAE K
FEPUAERIE 7. (EIXZsRNA S 5 140 1 S8 25 %
Rirk, A B B AR AE B T I EE ) R AR T R AR (G
CARNVNITEIR G N RN AT it
3 BENAEER

H AT, PASRNASYEERR B EGSIRTT B Fe AT 4 T4
P B, TR TsRNA SprXGil i fis 3 B« g i)
#il|SpoVG(Stage V sporulation protein G)HI &%, MM
A 428 <5 €00 AT ) R RO B IR AR R R B4R
F WX A2 VR T i HY 4 78 R %1 BR B (Staphylococcus)
YL TR B2, XM A] AR A T A SR R (R
1), EXTSRNAKIZMIA = EHIE AR LT, A
A DL — 5 FE B b e 55 4 1 0 R B I 2 e T, 1E A
AR IR . B AT ANTE AR N RE B %
FPUsRNATH EE I 2541290, {H 2 W] LS A 4% sRNA

N

damage

Rcs phosphorelay

Peptidoglycan/ l (GevB+ DsrA and RprA)

RpoS

DNA Pol IV
(Translesion synthesis)

DNA Mutagenesis

~

SdsR
(RpoS-controled)

MutS (Mismatch repair)

v

Novel
resistances

Bl sRNAZ 5 KAy W AR SLIR B 02N 5 B 1k S N

Fig. 1 The stress response of E. coli to sublethal concentrations of ampicillin involves sSRNA
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KB E W R R 5 4H B 25 . 0 AE | SCER B 1)
GIcN6PFIEGCG, ¥ INAGeARU I GleN6PRAL A 7]
PAYE I Glm S #0171 B R B 2070, TEGCGH] KAy
Vet FERREIRIT 2 rh FRARYE & T 257 . Ie4t,
Libis WL S T ANEC X S ) S 2l etk & i
JE M1 3 W T A A A A K T 35 A R TP R O T 2
HEFER N TsRNA, R I AE 542 i K 20 7 18 )
ABRMEIRE R BUEME. X2 F HsRNAZEAT
JEGIRTT I 5 — M

BT 5F sSRNAFEAR B FTHEQ I SR AR 55 1 41 1
BEST, TR T AN PUAE R U PE, (HZ,
H T 1 2 sSRNAFZHIQIKHER, EiTa & E 40
VP2, T DL FL B 2R 0k 2 R T 245 35k KT 1) 52 i
MELLFM . {HElI-MowafiZF 4R 8L, RI207 L]
Hfq-sRNARIAHEAEA, HEmAAS] 7 5522 fI 3
i B R BRI RS, IR T B H, 0, S P AR
FIBURME . BeAh, TN A RI20-5 Hiq T i £ A1
4G A2 KB 7y SRNA S5 HEq4h & BT i 3 AL 50,
I, RI20W] 84 A HEq 5 sSRNAFIAH BLAEH ,
B AE T E s M AE RN A, A
sRNASE & & H CstATEAH B ) 2 A7AE, FFiRYE 2
R ETFRIRE, MW RS, EVEE
Jn HE AR TGN IR g 3R A5 51521, Maurer S5 153 1o J
T2 55 B AR SLIR BN D iR 1 58 4 0 (1) 7
FhJ7 T CsrA-RNAAH ELAE FH 457 . 5 s ARAl]
RILE A T AP B oA R T ARNA A B4t 1)
FIHIFIGGA RNAT] LASEAU CsrA LS & 5 /7 KA CsrA-
RNARAHEAER o b 240 ) 750 1 I 32 W 0 R AR 2
FEAT DR AN I SRS R T AT 1, SN e R AL
SR T SIS IR . ProQfE N R BLIISRNALE &
HE, HEHSHAERT KRB FRIEIR D,
4 FERZE

KEM QB FIR A, A5 I sRNATEAH A
iy 245 L 77 T A 5 OB AR - LA RITB S 4N
SRNAESZ M A B 2, (bl N ik R R
JIEBE R T . sSRNANMY S5 5 7% 1 A BRAC U 1 4%
WM&, A REE. ARG RS T
AR FN 2 R OGP LA T e, W4 A B T S R B
(1), AT LLANEE R Z T SO s %45 B (R D). A
iF,  DASRNAA#ERR I 25 A 708 4b T HIU6 T B, 1A
FEsRNAZK T I A I-GIeN6PRIEGCGH B B & Fl 2
9 77, TTHEQETE A ) B ETRI1203& FH TR e Y

MRS . sSRNAZ 55 940 1 i 25 AL R 0F 70 S PASRNA
DNEERR VR IT AL 2K, SRR P 25 I i R A
BEHT 77 R AR SR A, 25 T FRATTHT BT SRR AR
MIE7R. A —LLn] g8 i 5L M ANTE 2, By
AL —BIRE . B0, sRNA RyhBA LL Nl &
IR A R BB (methionine sulfoxide reductase
B, MsrB), | HoAZ 53 14 %A (reactive oxygen species,
ROS)i&E B354, 1ZAFH S P4 = R FE I 3LA E
H(ROS) ELFEAR G559, Jif IsSRNA. ROSHIHTAEF A
B AR RIEH T . M ETEARSK, BRI
{10 i) RS 2 15 281 (52 il e 1

BUS: RO TR T A A A s W B K N
SIS PRI ST &, B E TR S A 3 AR S B e S
A5 PR TT R R ZE 22 TR ) 25 AE SCHRBE S 5 TR L1

FH R AT .
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