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Abstract: [ Objective] The purpose of this study is to clarify the structural features of foot-and-mouth disease virus (FMDV)
genomes, relationships of the sequence variations with its structure-function, and molecular phylogeny among FMDV. [Method]
The identity analysis and multiple alignment of 184 FMDV genome sequences were undertaken, respectively, by using the DNAstar
and Clustalx packages. [Result] FMDV genome sequences showed the entire ORFs size range from 6 963 to 7 120 nt, which could
encode PrPs with 2 320 to 2 339 aa. The homology of these nucleotide and amino acid sequences were greater than or equal to 77.6%
and greater than or equal to 78.3% among seven distinct serotypes, respectively. The data reveal novel highly conserved genomic
regions, indicating variability as well as novel viral genomic motifs with likely biological relevance. [Conclusion] These results
suggest that more FMDYV genome diversity may exist in nature than is currently indicated by serology or sequence analysis.
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S'UTR 5 )3 802 58 8 F1 O RH IR R 255 1 52 A 4
JHBL, 3'UTR 447 5 1 RNA 2 B 54 1/ 1 76
PR VB EE BE L T H T A6 R P A T RS 2
FEIRAL G, AT 60 ANAKIFR A B 4 i, FEAN
PATHREA 1 4T VPL (1ID) . VP2 (1B) . VP3
(1C) A1 VP4 (1A) . VP1. VP2 Fl VP3 & 54 jliA<
FEARIM, 1 VP4 WA T #E0R N 6. VPL. VP2 i
VP3 GG % PR, 4R TR &
BT 2 C(heparan sulfate, HS) 24P, dR45iE A0
& L™, 2A. 2B. 2C. 3A. 3B. 3CP™ A 3Drellel,
LPro, 3CP Fil 2A M-S 2 REAMAAE, L MUke
BT AR VIR A O, ] DA S4B G
K7 elFAG FIZARDY, 3CP™ it 22 BBk (A i Fi v 4
NELEMEANR L —, BSHWREEEANREI, &
FHRTE F AN (1 2A WIEE C AR H 5 450,
S FMDV 2A 1 2C I DR ANE &, (HIER T A
SRR AR, A A F R AL A
3A L INRERRE 1, R T 3CD R, 3B
YFR VPg, EMDV {3 > VPg % i 2 3B JE A 4ifid
HA59 5 RNA Ao <. 3D LM Zifis RNA ikt
() RNA AW, Bt 1P s m s, LAY
AR RN RNA B 2# 1R 2 07 T O At
WA, HUEOCT FMDV JEgatsIX |« Ak 5e 8t (ARG
B TR fE B G T A Th RERN
VEREANG 2 CHUA R O ) 3 ] A Ly
B 184 ¥k FMDV LR L1741, 73BT 11 3592 093 25454
LG AR A E e S RGE R A MK R, LUK
FMDV (1R 2 5 FIRHAIE . G546 5 ThRE M &R LA K 1
R (R AR Qe OC RATH AR, [ A 8T 1 AR
S MRS X R BT, O Jia SR R B
WEFFT L Hehit

1 #RIERZE

1.1 OFEERAFT

1E GenBank (48 FEH, A& A Cy M 184 4~

PR SE R RNA JPH]. (1) A % B 5
4754 48 4, M GenBank #5253 %l A :
AY593751-593794, AY593801-593803. AF136371 Al
NC 011450; (2) C B R N4 E 54 23
A, M GenBank #: % 5 43 il 4 AF274010 .
DQ409183-409191 . NC 002554 . AM409325 .
AY593804-593810. AJ133357-133359 FI AJ007572;
(3)0 B4 e #E A T804 76 4, H GenBank

B2 543 %2k NC_004004. EF175732. DQ404158-
404180 . DQ478937 . DQ478936 . DQI119643 .
DQ248888. AB079061. AJ539136-539141. AJ320488.
AJ633821 . AY686687 . AY312589 . AY312587 .
AY333431.AY359854.AY593811-593837.AF511039.
AF506822 . AF377945 . AF026168 . AF189157 Al
AF308157; (4) Asial BY 1R 8556 41 7 214
14 A, H GenBank %25 73l : DQ533483.
NC_ 004915 . EF149010 . EF149009 . AY593795-
AY593800. AY390432-687334 F1 AY304994; (5)
STA2 MV s BN A P41 6 41>, H GenBank
B2 5455 NC_003992. AF540910. AY593847-
593849 Fil AJ251473; (6D STAIL B L1k Ip 7 FE K]
HEHIA 10 4, H GenBank £ 573 1 4 : AY 593843
-593846. AY593838-593842 Fll NC 011451; (7)STA3
T B TR R AP Y 5 A, IL GenBank #5725
33 K. NC 011452 Fl AY593850-593853., HoAr Ll
FEL AP} B 22 PN S5 B ATE T B P 11 B 98 0 24 ik DA
474 Asial (EF149009) 11 YNBS/58 (AY390432)
VIR = DA

1.2 OBEERARYILE

1.2.1 oEERXFEAHEREFESESH  FH DNAsrar
B A 1 B B R DR A A T IR RN 2 B 1 2 e Ik R
FRME, I 43 BOdbAT I AR SEPE 23 #T o

1.2.2 OFEREXHARFIEGZ EHth otk
F o0 FIH Clustalx FRFPHEAT B0 25 2 K417
H )% EHELEIL,

1.2.3 OFmEARAERDRX —REHTN F
I RNADRAW #f4%) S JrBt. PK. CRE #1 IRES LA
J 3'UTR HEAT &5 46 Pl .

2 HRSN

2.1 OEEFESERBALEHSZES KN
FMDV (4K 4 8 046~8 215 ML HEE (nt)
i 5'UTR (1300 nt) » ORF (6 963~7 120 nt) . 3'UTR
(90 nt) F1 Poly (A) B4, ORF i L 2K, Pl
SERER AL, P2 A P3 R4 ER R R DL R R 4 %
RO %A R, LR S 2 320~2 339 M
K (aa) MZREN, 1%2 88 A0 G HE 5 i
h 9 B A BT S IR 45N 41 4) : Lab/Lb (201-219 aa)
PI[1A (85aa) . 1B (217-219aa) . 1C (219-222 aa)
1D (213-221aa) 1. P2[2A (18 aa) . 2B (154-183
aa) M1 2C (285-318 aa) ]. P3[3A (143-153 aa) . 3Bl
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bk Al B

A
¥

41 %

(23 aa) « 3B2 (24 aa) . 3B3 (24 aa) . 3C (213 aa)
13D (469 aa) 1. ME4b, S FBLFIRES 430l g 322~
380 nt f1 500~557nt (1)

2.2 ORFZRFHFEFRENTREMRTSE
2.2.1 AefRA X IR EE S'UTR A 3'UTR [AIY4
P51l 68.9%~97.8%F1 65%~99%, 1fi S H BLA!

S-fragment

IRES MR RIS 85%LA Lo RTINS
A BT B K ZE IR G5, Poly (C) JaTH &KL
700 nt [ RNA F B, REEWE I R E GRS IR 4548, 1%
TREENAFEIRS T . CRE M IRSE, M4k, 3'UTR
WA LA AR ST 1 — ik (B 2) .

2.2.2 5’UTR Poly (C) XEHI 12 nt I S Jr BEA NG

L-fragment

ID| 2A | 2B |

2C

3D |Poly(A)

[ 3 T3 ] 3C ]

@ Poly (C) 0@

1
Fig. 1

O mEEEEEN
Structure of FMDV genomes

A: S fragment; B: PK; C: CRE; D: IRES; E: 3'UTR

& 2

JPA R FEARSE, A+ S BB 92 F1302 119 2 A~ AUG
WARH DR, [N B 5" R T 27 nt 7P H B
B RNA R, FE 0 15 nt M RIX, &5
P54 5130 558, 615, 684, 696 Fll 1 144, SAT K&
A2 1~3 AMETF R 4R A Bk 2K, 3 32 B R AR IR X 380K
120~160 1 200~300; {7 &4 38+ 39, 67, 95. 250,
350, 366 M1 375, 1 A. O Fl C BN 1~5 Mg

) §517]
Fig.2 Secondary structures

A BB e (HA2EEFK C Waldman strain 149, A
Canefa 1/61 Fil A25 Argentina/59 $lt T [X 3 153~228 [
76 NMZAFIR) , FESAIEALA 864 123, 124, 144,
145, 155~157, 174, 181~191. 197~219. 240, 256.
277.292~294. 300. 306 Fl 324. ##k SAT1/7 Istl 4/62
I SAT2-3 Kenya 11/60 A — M AHX 58408 S B, %
4 SAT 1 A, O Al C % FMDV ({45 LS, A
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a2 HUBR F-07 4 142, 143, 239, 290, 291 #1307,
ORI E TR ITE A BARSHEE S F BHM SR
AR, {HAE STA FIERNER S F B AL IR [R5 A
50%, 1M C A1 A B VBRI BEKT S v BRI [R) 5k 201 i
15 98%. {E#EFK AS Westerwald/51 ] poly (C) X'F
Ui 28 nt AbKIL T 18 nt FRIEMIFEA . 417X 403~
600 LIRS o PR 5T X FIEE 7 58 A7 TE &5 715 X R IRES,
W AGAAWYGGGACGU (7T 617~629) .
GCRCACGWAACGCGC (632~646) 1 ACAAAC
(668~673) . IRES X3 640~1151 [W[RIYEMEH
70%~100%, 47%HIRETIRAL; HIFZIRTEIT,
ALFE X 4, 2 1387 UUUC Fl GGUCUWGAG LA K X 45,
3 MRS GYRA T/ RNA Ji i 57
GNRA) 1 CRAAA (O1Argentina/65 Fl OAkesu/58 &
A8 o 2% FMDV fA7EIX 3, 3 12538 D 547 ACCC,
{HIEZEIR 3C K7 ACAC AMRSF . X 3 I —48
PRSI, Bl UCGUMGCGGAGCA (fif
T 823~835) fl GRUACUGGUA 5, GRGACUGGUA
(965~974) 73 JlRE 5t A - e T STA FIRRHH 3L 3 bk
H, 3L CUGGWGRCAGGCUAAGGAUGCCCU (fif
T983~1006) JEREEIRMIGE . XI5k 4 JEH TR,
AR 2 AN FEF GAUCUGAG (1 039~1 046) Fl
UUAAAAG (1 080~1 087 "] fEFE MZEIRTEHL I — 2%
SR o X5 1R 21 MZ RN 19 MRS 2, FMDV
S'UTR LUELARST, it IRES BN
2.2.3 Y UTR 39E4miBIX 1 =AE Xk 85~101. Poly
(A) LU 20 MET R A 75% M FREYE, A8 53
BT IR 30
2.2.4 ZREARX Py LR TE ORF LA I
Ny A6% IR (52%IME LMD WA A1k, [
N, e IR AZ 1 R AR S R B W A K T 2 AR R 1 A e
%, BRI PR R RIVENE R 73%. BRI #E A< 5T
ARG R B B 2 R DB LR T, LA
1A/1B. B/IC. 1C/1D. 1D/2A. 2A/2B. 2B/2C 1 2C/3A
V) A7 2 8 K/RIG. AID. E/Q|G. Q/E[T.
QIL/T/M. GIP. QL 1 Q|I, 1fy 3A/3B1. 3B1/3B2.
3B2/3B3. 3B3/3C M1 3C/3D WI#KE E|G, WKy bk
R FIDIEIAL R SRR RS = T SAT Y, JUH 1A/1B,
2A/2B. 2B/2C. 2C/3A. 3B/3C [KNEIN AR AT
2.2.5 HZMEa AT E SRR 1) 5 BO LG b
AL (R 2, iEANARINT A VP1>VP2>
VP3>VP4, 1A ZEMRSFINMEEN, 29 81%M%
FERRANAR , ALHE N-R i T DU bR AT SR 2F T-40 i

AT 20~35, SMRNFERRARLERE, Q73 YEFTH K SAT
WGP AL AR . FAh, 176 {R5FT SAT2
SAT3 1, i V80 {NAFLET SATI1 H,

x1 OFERSRKEEAREEEFIIRIRGE
Table 1 Homology of capsid protein and its gene of FMDV

¥k Homology (%) SRtk Heterology (%)

nt aa nt aa
1A 77~99 78~99 1~23 1~22
1B 65~97 66~98 3~35 2~34
1C 61~96 60~97 4~39 3~40
1D 53~95 55~97 5~47 3~45

1B 1) N Kui B4k, 1 C Rufi s 4. T 41
£ 1B48~68. 1B114~132 Fl 1B179~187 LLALfR5F,
Wi 28 25 BE A {2 < 5 7 /&8 DKKTEETTLLEDRILTT
RNGHT (T/I) STTQSSVG, Ifj SAT R E3kk {5 7 5k
¥4 DKKTEETT (L/H) LEDRI (L/M/V) TT (S/R)
H (G/N) TTTSTTQSSVG.

1C IR AL AE 1C55~88. 1C130~140.
1C176~186 il 1C196~208, Jfi NBHK KIL T/ 2
AN, (R IE R IR EE R 1Y) 1B/1C IR sA
A%, 1 SAT WA

1D [l A Bl 2k & 42 F 1D140~150 F1 1D166~
170, 26%[MikIEAA . K24 FMDV 1 {5 RGD —
JIRFEFE, {H)EREFE C Waldman strain 149 1 C4 Tierra
del Fuego/66 & GGDC;: Asial/2 Isrl 3/63 1 A2l
Kenya/64 4 RGE; A25 Argentina/59 f1 A Canefa 1/61
JJ RDD; Asial Pak/1/54 il O/Syria/1/87 & RGN; O
PAK/1/94 F1 O/IRQ/26/2000 /& KGD; L& HEHkiL
5 C5 Argentina/69(TGD )+ Asial/3 Kimrom(HGD )+
A27 Colombia/67 (PGD) . A A/IND/110/99 (RSG) .
O KEN/5/95 (RGE) . O Akesu/58 (SGD) .
03/Venezuela/51 (IGD) .

e EER AL AL 1B 1) H145.
P144 F1 L83; 1C ] G39. F41 Al A50, HALSGLEMG
SPIL LDVAEACPT (45~53) 2, 5 1AB V)%
I ML A 1D (1) P204, HA 5 7T 57 RMKRAE

(T/L) YCPR (195~205) ; 1B [f) V32 (SAT2 A D .
T33 Al Y36, HALET TTSTTQSSVG (V/D T (Y/F)
GY (22~36) . 1B36~47 £ [F]— I T A Lh s AR <F
43528 YSTXEDHXXGPN (A) . YXTXEDFVXGPN

(0) . YATXEDXXGPN (C) . YXVXEDAVSGPN
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(Asial) « YAXXDXFLPGPN (SAT1) . YADXDSFR
XGPN (SAT2) #iI YXSADRFLPGPN (SAT3) , ifj
L GPNT (S/N) GLEXRVxQAER (F/Y) (F/Y) K

(45~63) fETA ] FMDV H 4R {R5¢ . 1B (1) H21 (4
F SAT If7 A5 19) « H145. HI57 Fil H174 [R5,
574 H8TP Fl H168Y 43 AAEAE T BRI BL 2k, 5 4h,
1C GG 5 AMRSFIN H 5RAE, 4047 T 86(AH T SAT
) 84 £7) . 109, 146. 149 F1 198 (HI24T SAT (1)
196)

2.2.6 EMERE  LEZMIENIELS W E O
ey (R 2), REZHRSFIXALT 2B F 3C HgmigIX,
HAZ AR IV ORSFYES AP IR B 61%F1 59%, LI
IR R 76%. AHXTT S, LP™. 3A F1 3B 2L
IR S, EE AR SEAL SRR L194 L20, 1224 123,
L82 . 1D45. 1D48. 1D142. 1D143. 1D144. 1D146.
3A44. 3A132. 3A135. 3A136. 3A144, fiifi4 A1l
(3B1) LAz 17. 18 A1 19 (3B2) AR

x2 NEEFHFEEMEAREERFIIRRME
Table 2 Homology of nonstructural protein and its gene of
FMDV

[AYE¥E Homology (%)

SUETE Heterology (%)

nt aa nt aa

L 74~96 75~99 4~26 1~25
2A 90~98 94~99 2~10 1~6

2B 86~97 88~98 4~13 2~12
2C 84~97 82~97 3~16 3~18
3A 85~96 88~97 4~25 3~22
3B 84~99 85~99 1~26 1~25
3C 87~98 87~98 2~23 2~23
3D 88~99 89~99 1~12 1~11

YR HUEERR LT WA H A N B O, HERK
PHRE[) L22 F1 123 Bk AR 2 M+ BEOR ST, [l
R 2 AH TG 1 AR IS Co WA &1k
Lb 1% 44%FkHEARAR, 2B e 24P T LP7 R
Jif; LP™ [f) C52. H149. D165, E77. H110 1 H139
5%, {HAE H110D (SAT) . E77Q (06 Pirbright/65)
FI E77K (A Phillipines/75) B4k, 2A ZIERR [P TE
2y 89%, 14 MNEREE R A AL, Ho iy
DVEXNPG; 2B 1) 117 MRIEEAHZMN, AR
T 1~2 ANEREE R, JUHESIRIX 120~140 B hn{R
Sy 2C WELERARS, 2% KA A, O

2C110~116+ 2C160~163 Fl 2C243~246, ifif SAT %!
BERRIRIS S R 4007 A 2 28 1 92 75 3A i Al 2%
2 RAET 3A70~110 Al 3A130~150, ZIEMR LA
UESE 3A J& FMDV 5B E A2 —, B 37%5R AR
f7424k; 3B1. 3B2. 3B3 #LLELIR A, AL FRRAE
T C At M LLERITT 5, 3B1 Al 3B2 HEA 548 5+, 3DP°!
b 8 fR 5F (8 5 RO 26% ), Jo Iy
VKGQDMLSDAALMVLH. H§[X 76~91 f1 27~44
FOINERSE, He MR SFAL I8 D245, G295, N307
G337. D338. D339 LLAfR5FH)F KDELR. PSG.
YGGD.FLKR FIH{J5i A7 1~12.64~76 Fl 143~153.
3 it

FMDV (14K 8 046~8 215 nt, 5 EiRIE K E
g —8 . BARK#bk S A B SR ARRRAR,
SR GEERAEL, HOE A ZEIR G R, (B
A22 Turkey/65. A24 Argentina 65 F1 Asia 1 Leb 83 1]
REANIH], A RpE—bWF5T. IRES FIZE—/~ AUG [
122 nt 7%, FEFMDV R 5eAd HIE M ih 2505
TR R LR P T R 2 A S
£

3'UTR M Dhfgbbic s, HE L5 i
RNA A e KM A e, poly (A) #KEk,
s AR B B FMDV (et 3'UTR mRESY
M99 153 J25 R 201 P PR A AR 13240, ARAFFY SR 3'UTR
[RAE 5 F2 AT I AL 35 i, T BRI R
SRR AH DG I EE X 4

4 i A R VR VE LR I, AR B
FEI 7 AN M A2 R], LA A — 2 2R 2 TR PR
WA TEAA ], VP SRR 7 41 e — > B ] AR X,
1M VP4 JLPANRAEAR o R, S5H68 1 I 2 S IR L
R FRANBER I, IR R R PR A 1) 2 I
i 22 5 ] B 3 A 1 B B PR AR S

LP™ ghd 2 FPEE A, A AUG IBIEE YA
Lab, 125 —/MEMGHM s Lb, —AN% -1
] o DX R] BB TR il Ae e IR K R 45 M1 2 5 IRES [R5
122200, Lab 1 Lb (#4851 BEE PEATES S PEAR TR, Lo
& FMDV 8 AR 7, nl g2 518 E T30
T TR AT AR T S R R [ R LA R
W, 4R Z2 B0tk L B IR A B2k, I Hole
IR RS, IX AT AEYE Lab Al Lb 7 FMDV
AT A EEAE R, R R 2 AN TR R
1 NEIEBRIRIE Co BT A8k, FILAHT (KR 3E S L
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B, Lb AN 44% R FEARAY, SRS R BT L
R, wHES L MR E A K. BRAL AT
H110D (SAT) . E77Q (O6 Pirbright/65) 1 E77K (A
Phillipines/75) LA#h, JT A7 #:0K )67 51 C52.E77. H149,
H110. HI139 F1 D165 JEH {5, Hlg L i5pl272 0
H eIFAG )B4

FMDV ({458 1A 1B, 1C Al 1D 4 Fhhky &
A4S, 1A & FMDV SR TS EA, O
N-K i+ PUkE A AL 2 ARG 2 T-40 A (h2 T 20~
35) B 1Cc mas EEM R RN, RekriE
RIER P 1C176~186 A1 1C196~208, T 4
MR ATAE TZ IR, IS A R 1505 25 OB
A EEX R 1D i N 1E EAn. Gt
PRI AT ), FMDV (945 2RI A7 A 32 2
{57 RGD = RSP 4Ll BRI/ RNA ¥
N A 10 N EIEFRFRIE LR AR~ , H S50 dE it 4h
HaAH2EEY, i FMDV 1D 2 N-A i 357, IX & FMDV
L0 B/ RNA [EZX ). /N RNA 5 1AB (VP0)
(1 D) BN AN 4, AH 20X 5 ZE 25 1) B K
YeBOOL - LE #E E NG E AN FE A, 1A A S
RNA HEAZI Y, 5 HAT SR I AAHE 1B
) H145. P144 f1183; 1C [¥1 G39. F41 f1 A50, H
A5 7EAR S 37 LDVAEACPT (45~53) 2l x
SO RURTRE LS VB 1 (R AR G

P AR S h B A R R R4 P2 A P3O X 4
5, Z58EANIT SRR L RNA R
2A JREN T BE T N M B N LR T S 850 2A RO
5P HEFE DVEXNPG %) 2A WhPEA EEME MY, 24
BRI, R X HATEAE . 2C110-116,
2C160-163 Fl1 2C243~246* L LLEAR Y, W figty
ATP/GTP BHEMEA 5. 3A THEILRIKEAE FMDV
RS LL KT B A O, JLREE S I E b
RNA 5 #EAH I, B B4 U ERAE O Taiwan/97 4
SR, SEUREAM AR RS, (EEXER
IR A RS 3O, BRI B8 3A M
143~153 aa #Jjk, HAl Nk &8 R AT 3A70~
110 F1 3A130~150. Z MR LLAELUFSE 3A JE FMDV 4
BEAZ —, HASRAN N Q44 Q44R HEUHTE
SR, R 5AR QA4R FEVF L MBI AR A7AE, {1
SEAT L IE W RIAN T8 AR o S R AT o T
[R5 X (60~ 76 FIAR 47 1 L64.L68 A70 Fl 172147
TEARWFF T RIS, R AR S S, [
It R T A0 A7 21 ~353UKAR S48, X1 3A

B R ) SR W] A R IE N BB A, A R
FIFIERE T e 3A JENAR vk .

3B f035 3B1. 3B2 I 3B33*, GEEWR [Pk L
AUFSE 3B1. 3B2. 3B3 #LLAELRSY, AR EERAET
C Kifi. fR5FHF GPYXGP (fH/E Sat 1/20 Rv 11/37
J& GPYXRP) H 1 Y I 8L A2 5 LUK R — ek
R, 3B3 [ RS S FMDV 387 100 MEAT
SelBSU R, 3B1 A1 3B2 AL AR, i
3B1 M) 4 A1 11 AP HE LA 3B2 1 17~19 A LR i
KEERIERR, 3B1 F1 3B2 MBI AT eSS B2 25 1)
FomrEATE A O, X5 3A ML, 3B1 A1 3B2
S SRR B R RE . RINHR B 3B 3
AT RAAA TE LB dEh AR ReF, X5 3B
e MR RIEATERE, ARS8,

3CP™ AN 22 TR M IR LA, I RE AR T I
Y H3 FIE SRR T elF4A 5 elFAG. {R5FAL
A C163. Y136, H46. D84 %} 3CP™ J&: Hufg i 4 115,
AR L R IRAE S X 76~91 FI 27~44 HKL
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