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Advances on the study of H3 canine influenza
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Canine influenza is a respiratory infectious disease caused by canine influenza virus (CIV). In 1999, equine
influenza virus (EIV) H3N8 was found in dogs for the first time. Since 2004 ,avian influenza virus (AIV) H3N2 has been
continuously prevalent in domestic dogs in Asia and North America. H3N8 and H3N2 are the major CIV subtypes in the
world. There are as many as 900 million domestic dogs in the world, most of them are raising as family pets. Because of
the intimate interaction between dogs and humans.the possibility of CIV transmission between people and dogs was im-
proved. Dogs which have been living in kennels,animal shelters and other high-density and high contact places,as well as
stray dogs in cities,are the main reasons for the continuous transmission of CIV. The mutation and cross-species trans-
mission of CIV make influenza viruses from different sources and subtypes recombine in dogs,so the evolution and trans-
mission of CIV is likely to pose a certain threat to the public health security of human society. This paper mainly reviews
the source, pathogenesis and prevention methods of CIV,aiming to provide reference for the prevention and control of H3

canine influenza.
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RN 2% AL FERIE L H3IN2 FAT T o [ W i o X A0 R
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S TAV 5 CIV 78 K Uk Py 35 8 e W 1) 4 7T BE 45 & A 9
R4,

Xof 28 VU BT 3 M 109 R R R 4R B 0 R AR EAT R I B
BYEHR B EE T 5 ZN S BB H3NZ f
HINT % # . A & 4% B A 3% f AR BB HINT 2% bk & 5 A
7. o M35 [ SR 4R 9 H3NS A1 H3N2 CIV 47 42 4 PR 410
P S B B 1 B R 41 & 2E 2R AR L (F T HE bR ) 5 E AT S O o
B2 BA L AETEHD . A E S B —Flo & H3NL CIV,
% B & pdm09/HINT Fl H3N2 CIV B 9 8 . X i 18
TR 8 AL HEAT AT B R - B R H3NL 43 B bk HIND JE N
e BE AR 3 HA R BE iy 3k [ 91 5 76 w8 [ 0 v [ 43 B Y CTV
H3N2 A, 2015 48 K 43 8 31— F g i 8 41 H3N2
CIV,H 9 PB2,PB1,HA,NP,NA,M fiI NS 2 H Ji F CIV,PA
LR HON2 ATVES X 74 i 54 532 BT 1212 19 H B0
WS 5 1) R AT R R R BT R R R G O Uk
Wi 7 HoP 45 pdm09/HINT  Jb 38 =B 5 41 H3N2 MR F 2%
B HINI S &, lbAMA A X Se 54k 5 H3N2 CIV [ 5 L
BRAL 16 F TAV, 3¢ B K B 75 Jak e 53 V5 30 8% 25 JF 7= A= o 0 A
T A

RS B At 3 CRL G 5 2 Al 2L 3h WD) Y o B L
A A [V RE B 0 1 S SRk 9K A ) A A 75 D I R 5 06 20 1 1Y
B4  (F R e B50R 25 4 L2 Al 050 S5 0 b A P 1 A T B R R
AT 34 N 1k - CIV 8 o i i 3 B 2% R s A7 » (HL o R
M CIV By 415 3 b 2 B K A2 2 1 s 4 3ok N 288 4 Akt BRE 77 7
TAE U .

4 CIVHIBE

4.1 K& egaeml IV 5 I8 2 n] SR A ) 422 i s A (HD IR
58, 3 il 5 AR T I R o AR T P B AR HA B Il 5 L R
HCARTH MR AR B ML R AR St . PCR K AT LA SE i o
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B EE (RT CIV),RT CIV 7E R B I & BURAK (19 B 1, 76 8k
Y S5 BRI PR 22 B T B R B AN AL e O R 0 1 A 1 KT
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R S G928 SRV Y 4 Nogales 25 BF il sciCTV £ 17 L 3X
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JE B 14 B 958 S 5 B YR 22 R BRI AT 3% S 8 UK T 1 T RE B AR
i R S5 DR 0 B 45 4% S 0

TR TE HA (9 2538 5 B RS R B R It 8% s 7 38 T
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A7 4 W) (der-arbidoD) Z [B] B9 4> T 45 A ML, &5 R BT B L £
IRETAEY LS HA B A& %R (35 GLU1032 (1),
LYS3071C1)F1 LYS3102 (1)) ¥ B i 2 9 &4 - 1 Bl b £ ZR AR
5 LYS582(1)JE pitask F 2 AL 4 AR BLAE . 76 A B 8 R 119 (] o7
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