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Genomic analysis of a strain of Streptococcus suis serotype 9
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Abstract: In this study, the whole genome sequence of the virulent strain of Streptococcus suis serotype 9 GD18 was anno-
tated through bioinformatics methods, and comparative genomics analysis was performed with 15 strains of S. suis in Gen-
Bank. The genome of GD18 is 2 067 661 bp, with 1 961 proteins. The genes annotated in COG, GO, KEGG, CAZy and PHL-
Base accounted for 77.05%, 71.29% , 43.91%, 4.49% and 3.37% of GD18 total protein, respectively. Virulence factor analysis
indicated that the virulence factors of S. suis were complex, and not all S. suis strains shared a set of common virulence fac-
tors. Drug resistance gene analysis revealed that GD18 contains many drug resistance genes and has a rich drug efflux system.
GD18 contains 114 signal peptide proteins and 30 secretory proteins. A total of 1 244 core genes. 1 685 dispensable genes and
1 417 specific genes were identified in 16 S. suis strains through comparative genome analysis. Phylogenetic analysis indicated
that GD18 was most closely related to the Canadian strain 89-3576-3, and the domestic strains were located in different bran-
ches. Therefore, the genetic relationships among S. suis strains are complex, and their evolutionary pathway is diverse in Chi-
na. This study lays a foundation and provides data support for research on the overall level of the genome of S. suis serotype 9.
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MER, RO S s G REEERNEZR A
TAT A I3 TR o O 35 TR 2 N 4 R R K 5 R
(0 R A 3 B R TRAT IR F R SR WL AR R, 3R
B9 BRI AT RONWE BT O O A
PR R A B R A RGE Y AR AT S BE R T
9 RG] Y N2 B iy A TE T U B A R o v R H
A NE IR XN XS R IRATE

B DR AR e o8 A5 e R B A LB 1) fF
FEA T BT RER L LA A 5 2% UH R B 2K A R RE Y
PRI A7 AEAR K 25 5 o B 2 (] — ol 375 78 ) AT e 22 )
SE R R AT BB AN [R] L IR B 2 0 R P AR AE 25 7 A A
B P2 00 R B W ) R s A
JRAE 9 RUIRAT R R e L EE G T 9 Y B bR 1Y 2K
AR A7 A B G B FROIT AR T AT 9 BT AR AR
ELA A TR] 0 B 308 1 IR R 9 A B Bk (1Y
G FIOKERFGE +r a BE, ARBFFEIE B A AR KR
W9 RUREEER B 5 1 bR 09 4 3L R 4L A L I A
F A 45 H 5 NBCT L A 3 R 415008 12 00 508 32 157
X EG A HT, AR AT A L Ay 8 RS B )T S NCBI
A BT 2 B RR AT LR AT . BRSS9 Bl
H B R ATk PR 4 R A 7K OT 1) A 9T B S Rl N 2 A 5K
TR

1 MBEAZE

1.1 WHRAERAFY Wk GDI8 ¥ AT &
S S 0 0 T U, M E R 9 AL R U TR R T
K Hlumina Hiseq™ 58 Ji 3% B 400 /727

1.2 JEHAMER ¥ GDIS @Ak 715 2] 5 3
f& B2 5 NCBI L 4 COG., GO, KEGG,
CAZyVEDB,PHI-base,CARD %4 g i 17 X, ff
JH SinalP A 10 W AF 5 Bk i H] ProCamp 34
T PEAT A0 M 7, Fe P 3R AT GD18 B Bk 4 3t
FEEZERER ST OEE: SN

1.3 GD18 B #k 5 HoAth 7 5 BR A 4 56 P 41 1) L3 4y
Bro MAIEE M GD18 By 5 K 4 /¥ 41 5K HL 16S rRNA
I 51, R BLAST 5 NCBI /Y 16S rRNA
BOHE R R AT L 6T S 358 TBCTR] VR M R 0O % TR AR O AL
NCBI H 15 21 3T 2% 1 % 19 56 R 415 B L PGAP
Ak H GD18 53 4 1A bk 1 kA 56 R R A A
R i — 20 X AN T 0 B R AT LU 34 B s 3 1A |
f) SNPs i &5, L UPGMA BE )G AW d RZL% %
",

% R
2.1 HEHAFEARFNE BERE GDIS fYFEHEH

K/NK 2067 661 bp, GC ik 41.33% ., 454>
Brok s, L S BCH 2 048 A, FEH SR K R
893. 79 bp, H [ E K BN 1 830 482 bp, i [F 4 i
%% 88.53% , MR HEL 1 961 4~ tRNA 2 45
A L,rRNA K 549,

2.2 FHEATR

2.2.1 COGHIEEFERAR COG HIEERN T
NCBI | — A4~ 3 F [7] % 3 5 &R 56 &R 804 7%
COG ¥ i A7 g i 5L X 43 Ry 25 28, COG $ 4l E Xf
LA AT 4 A 7, GD18 BARAT 1 511 T fig 56 K Bk
X530 20 A~ COG W2, di MR 1Y 77.05% . A7
2 W JE ik K Ak & Wi S AR A oG
(10. 7996 » HUR I F B0 1E L A2 0 1A 245 4y 0 A8 ) %
A (10.13%), R IR 5% 32 5 10 (8. 14 %), 5 5
(7.41%) . Bl EHREE (6.35%) . 41 M BE it &
B (5.43%)  TEHLES T 5532 5 R (4,24 %6 #H 56 3
FSEACHRIR

2.2.2 GO BREFEBE R GO Bl e g — 12
HIREM 2R R . A 4 T O 6e . AR Wt 72 L 40 i
204y 3 AR, GDI8 18 GO Bdli JE rh i B 21 398
MEA,EREAN 71.29% ., T8 3 DB .
SrFUIRER 19 T, R EIRBMAEMAMEE S S
A It R 13 T, AR AR A I A AR R A0 i e AR
A5 K AN BB A 43 R 12 T, S R B AR A0 A RN 41 g
o (& 2).,

2.2.3 KEGG B FETEBE R KEGG $dk e &
KT W) R G50 5% WBUIE e L AL 4G BE A A 15
BUKRGYIRE(EE . X E M GD18 B ik 3 K
WA Bk 4T KO MR, 45 3 R GD18 XA 861
AL PRUA] DA R 5 o B LAY 43,9196, 3 AL B
IKAG G P AR 3 B | 2 R A A B L 3 T I A
(A 3,

2.2.4 CAZy BHRFEHERER  CAZy Bl E 2R
IR KA G W i P Tl B B 2N 4 Dy e IR
PR B 78 A2 W 27 i B b AR AR T6) 432 5 A 257
KM GkAKMEG LA S, /] HMMERS ¥
GD18 5 CAZy ¥4 i A7 LX), 38 A~ JE H B
BT IK A Bl .25 > 56 DR 1 R A B A BS g L 12 A~
PRI B Sl S TG AR I L 10 AN S TR B N B K AL &
SiE a2 R TRy Z AR 1 AR
TR R A AL B, LR R R 88 ARl KAk A i
Fif S A, o RSP 4.49 % .

2.2.5 PHI-base ##4s FEF 455, PHI-base &%
J 5 7 VR BN PR ) 24 i T R 3 IR O AT o L
A B AR BRI A O T A W R B
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Fig.3 KEGG annotation of GD18

PE1ASH A 10 A RREER N 2~5 %A,
226 FHIKWTHH  VFDB 8 E 2R —AHT
LI FEBOR B A DG Y #E ) B T R BRI ok
setA Fl setB W # 4. GDI8 B bk I £ 1 5
VFDB %46 L XF, 5 SetA 4l g e xf 15 8] # 71 B
T 1334, 5 SetB B4 g o X 153 2 8 ) 1§ 140
AR SR A RN TR R R B R R
BRI IARFISENE 205, TR O HGEM 70 5N
720, GD18 HA 66 A, i Z epf . sly.rgg .
nadR .

2.2.7 THZHIEHE M CARD %48 2 H T k5
W VE F L BR BT 36 PG 28 BT 24 0k RO . il
BLAST 5 [ & [ )7 51 5 CARD ¥4 & i 47 XF
s JE B GD18 4 JE [K 2 )3 51 AL FL XF 7 1) i 24 4 1
BeAs B4 A TE R A5 LR W GD18 A9 B-79 ik
e SN TE N NN Al S NN S N IR 3
Je VBT 2 R 2 A 2 R SR 1 A F T 2 3
b 28 PR GEEN ., HAERNLE EE Y
L RO AN R R TN A G R SRR P N
B AR A U R A R T AMETE
Z R 5 AN HEL G AR SS9 L K, B2 ABC B2 A
ATP 454 & H/MT1014 ., K 35 /4 B5 i i ATP 2%
A/ BEMEH MacB &R ABC iz H ATP
s A H YIF,

2.2.8 fHE KI5 KA AR B S
4 25 2 B SR I 0 1R 3 I 1 B R S R L B
H SignalP #4147 GD18 B Bk 1 15 5 BK 85 (H 1
ML ZE R B8 GDIS HAT 114 M S AkE A . & A E

FY 5.81% , K/INH 12~52 A2 FERR 4 1
2.2.9 WMEAR AN E A A0 R TR B
T 0B R AR S A i b 8 e o B AR AR S AE
FHA AR [R] 38 2 %) 8 A7 & 8 2T D) 2b T
EHEENIEMN . 2 H ProtCamp 3K %} GD18
R 9 25 1 E A7 I 20 M 7 L 45 R R 1 098 AN
F I3 (55.99%) . 414 AL FA4AMIAR (21.11 %), 30
LT HEAR (1,53 %)
2.3 GDI18 5 I fih % &% Bk Wi LL B o b
GD18D [ 16stRNA J¥41 5 NCBI I (¥ £ 4k %2 i 17
FEoxF 356 B RIIRPE Ry 15 A 30 4% TR AR, 45 TR AR R R 4
EAGEEWR 1, ERAK/PNE 1.88~2.35 Mb Z
B, GC & B AL 41% 2247 SR BOAE 1 813 ~
2 26522 Ja] , B I EIE 1 709~2 139 22 ] . tRNA
TE 27~59 22 6], rRNA 1E 3~12 4> 22 [8] , 4% T
] IR K 2% 5. PGAP BEXE 16 /> B bk 35
P HN a5 R W 16 AR A A% 0 R R
1244 A AT HE P 24 ~214 A, GD18 A4 H5 A7 1 K
82 AN (3R 1), b BE IR 5 & R Ak S EEIR ) 5806 ~
73% . 16 D RHRAEILA L AL 1 685 4, WHRFEA
FHIE 1417 4~,COG ERB R ILA 0 F K AL
WHAH LD O3 A 401 A4S (32 %) L T AE A A
FVREA D 202 D) Be R 045 T b 3 AR AR JE 1A
3514 1057 11 102 463 % F1 78 %) (3R 2) .
BBk 15 MRE MRS GDI18 (143 4 BE A7 1
BT BT AL 1 R G R AR L 5 SR TR UL IR 4 i AR
TH 6 I3, GDIS Bk 5 S K 4 B Bk 89-3576-
3 FFE BB 4417 F0— A E N 4 B AR YS24 [ b
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Tab.1 Genomic comparison of 16 Streptococcus suis strains

K GC &4/

[E5R7S QIR g%l rRNA tRNA 4=l FEH Fif B
(Mb) %
YS7 NT [ 2.351 08 41.3 4 39 2 120 2 258 214
YS43 NT [ 2.051 80 41.2 3 39 1919 2019 79
YS24 NT E 2.107 12 41.2 3 30 1956 2 059 33
YS17 NT I 2.337 68 41.0 3 32 2161 2 281 235
GD18 SS9 SRS 2.067 66 41.3 5 45 1961 2 048 82
NT77 SS18 kN 2.316 31 41.0 4 34 2 085 2 255 60
93A SS17 PN 2.326 90 41.1 3 34 2 083 2 274 30
92-4172 SS31 JIIEN 2.303 90 41.3 3 43 2 139 2 254 206
89-3576-3 SS25 SN 2.126 13 41.3 3 35 1986 2 086 49
89-2479 SS23 SN 2.168 08 41.0 3 43 1998 2148 55
42A SS19 kN 2.290 08 41.2 4 38 2 058 2 244 25
6407 SS4 PR 2.292 36 41.0 12 59 2 107 2 265 72
4417 SS10 P 2.221 17 41.1 3 27 2 064 2184 81
2726 SS16 PF# 2.223 16 41.1 3 34 2063 2179 136
2524 SS6 Pl 1.882 24 41.5 3 32 1709 1813 36
11538 SS5 3 2.166 27 40.9 3 42 1987 2123 24
£2 16 RAERE GG LB IS
Orthologs Cluster B COG 471 Streg suis 4417
Tab.2 Distribution of orthologs of core, dispensable and ( iz:i;?j:
specific COG clusters from 16 Streptococcus suis strains d ' 2:2;’;24;
" JAIER JESAIEN A5 2L — s ‘ iifiz
COG i COG 55 COG 41 E—————
O s e
0 3o 5 A St s N7
g 182 183 152 | !
AR AR O B 401 246 63 B4 16 4RSS R4 AL B
e = W 5k S I 376 1057 1102 Fig.4 Phylogenetic tree of 16 Streptococcus suis strains
s8¢ 1244 1685 1417
KA R 1B AR A S A OG 3 TR R IS BR L GO
3 1 i ST RRTE S F U KR Z 8 N = 5 i fh (45

Wit A BRI e 5 R (%) 1 25, R B 36 A 4 sk
PR A e 0 BB . BT X B A B R TR PR
T FEAE R AE 2 B, 9 TR kR A BOHE AR 2D (1 BIR
ABIF ST R — P 9 T R SO R HE BR T TR PR 4 R TR 4
), HE R H 4K R 2 067 661 bp, FEH BB 2 048
NEAEBECE 1961 4, COG 4R B GDIS
PRI K AL 3z i AR B L AW AR 5 A R A

B IE  AEY) RR  ER 2RO S 5 R A
A i i A, KEGG 43 #r 878 GD18 F2 B4 5 ik 7K
bGP ARG L =k R AR I | R 5 T L X
S T (1 1) i RIS B 1 02 TR Y B0 M L
iE P B ST DA R RIR A HEENE R,
CAZy BHla FETE RS K W] GD18 & A F & M ik K
Pl B W T 6 156 1 12 BT ) 22 OB S L R B i



712 BOEOANE

B e

2022,38(8)

PE5E . 534 GD18 Wl 2 114 ME S R E A, HEK
JETE 12-52 AN A ERZ M F 9 IRER 5 #EA
JoT 4 W B A1 A L 38 H 43 W B 11 AT RE E 20 B 208
A E AR L X GD18 W40 i 2 A R AT 30 N EE
T AN Ah K BEAE 48-1104 R SLRR 22 18], Hivh 26
MERAKE/NT 700 NEILTR, DNAVE H 2500 — &
faT B, 23 BE 5 5 1 E BAR R AR EUR TR A
EEEAE AT R LI IR . [ A R A SR S
AR Z2 B R I A T R A K S B AR 2 Ty R R
XL EL KA 1 T — P Wz I e .

VFDB #s FExf b 45 ] & W] GD18 HA &1
BN T 5 SetA Hdli P X145 133 4>, 5 SetB
s B XA E] 140 A4S, XFERERIER 70 EH
HF.GD18 HAF 66 1, 8= epf.sly.rgg .nadR ,
CAHMNREWNEKR N m NS H mrp/epf/sly F
DAY A7 A8 52 IR A OEP L GD18 ez Hovh 2 Fh L1
I PR 2% BLATS Ay i 5003 P TR A 3k 3R B 4% 4 3K 181 75
7 14 52 2% DA S IR R BT A 0 5 Bk B s bR — &
WA IHEF. CARD X4 E £ GD18 A4
7K, 28 AP i 25 3 I, o 25 AL 2 RE L AF
FEZ Fha] g 5 AN HEAIL 1 AH OC 1 JE A 3 2 A HE R 42
FAA R GDI18 AT g Ab T — > i vk BE 1 i 2k R ER
ZRPUE R A S BOLE S T 2R 2 R,

TE GD18 5 & 15 A3 4 4% 55 BR 18 18 R 19 1
B BT e PR 3R TR AN () PR A 5 TR 2 R/ R
B ARNA rRNA % 5 i ZR I H KK 2% 5. PGAP
A XF 16 A DA AR JE R 40 )7 91 o3 B 45 S R W 16 N1
MR B RO Sy 1 244 A, G B & T R
SIEE Y 5896 ~73 %, FEA HE N 24 ~214 A4, Ui ]
K B BRI G R T AR RN AR e . A B DR AR i
AL A3, 5 2y 32% IR B0 T B bk A4 JE AR
AR . AR B RN R A BRI R )i
RN A TC W E RRAE M S 4 A 2 6306 A
78 %6 53X B KL A F AR B T S ) B R A B0 1 T 24
PRSI 10 M 22 5 (A5 3 — 20 X ek 5E . iF Ak o by
FW 16 MREBRS N 6 4483, GD18 S K48
Pk 89-3576-3 & LRI, [ AL — 7 LWk f
FEAZ 57 BIRE 4417 11— N 4 B bk YS24 (R E 3
A FE P 43 B RS AL FE AN TR] 4332, 33 36 WY ] 9 T ke st A%
KRB S, HRMRAFTEE PR A i iR R 24
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