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Study on the molecular variety of Feline calicivirus(FCV)
— Sensitivity to rFelFN —
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Abstract. To examine the relationship between the FCV strains and rFelFN sensitivity, the sensitivity of 47
field isolates to rFeIFN was determined. The PDDsg values were distributed within the range 10''-1037, with a
mean value of 10>3 £ 10%%, Since 68.3 % of the PDD values fell in the range of the mean = standard
deviation, the values in the range 10!7-10%°, the lower values, and the higher values were defined as
representing moderate, low, and high sensitivity, respectively. Of the viruses belonging to C7 of G I, 3/5
(60 %) were highly sensitive, suggesting that rFelFN is effective for them. Among the 15 vaccine breakdown

strains, strain Fukuoka9 showed a low sensitivity, but strains ML89, T58, and N74 were highly sensitive

s

showing no association with vaccine breakdown. The amino acid sequence changes specific to the low rFelFN-

sensitive Fukuoka-9 strain were found, suggesting that these sites are involved in rFelFN sensitivity.
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FCV DGEHEICHATIE, 1994 FE05, MAHER D
A4 Yy =720 (FelFN: f ¥ —=F ¥ v b | K
L) PMER &N T % (Uchino, et al, 1998)

Fulton 513K+ 2 IFN (NDV-FL) KU, 2
@ Recombinant human IFN (HulFN-oA, HulFN-gA/D)
% HWT, BECV (FORR) 123 58521 % plaque
assay THEL, WITNDIEN b, plaque # % i &
, AaME%E R L7 (Fulton, and Bunge, 1985),
1990 47, A T O#E(E T-ALAHLZ IFN (rFelFN) 2
& (Yanai, et al, 109th The Japanese Society of
Veterinary Science, 1990), In vitro D#REFT, H T4
EAET ANV (FIV), S IRGEEEBERY A VA
(FIPV), &I HIMHE7 A VA (FeLV), H I
A7 A4 NVA (FHV), FCV I A VAR S %

Z & DRERL S N7z (Yamamoto, K.J. et al, 110th The
Japanese Society of Veterinary Science, 1991), R\,
FCV % &% & 472 SPF & 22§ 5 BB RO
5 (Ninomiya, 1991), BFHLORGEREETDH, B
% &F (Uchino, et al 1991), FCIIZA}T % HRh=HIL,
T#89.7% TH Y, FCVIIE SN2 196D ) 5
tFelFN S ETH - 72 b D 2B TH o720 1 >~
¥ —%x v b OBIFCIGENROREICLD, &
ERIE 90 % & DS, ERIBID 5/160 DR VEIS T
HBDBH 5N TS (Uchino et al, 1998), — 77,
HCV D & 9 %IEDD Y A )V A TIEEEFEIC & 5%
SHEDECHHE STV 575, 1FelEN @ FCV B4}
SEERRIOE T 2 MR S M o TRE L7,
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2. /5 &
R A VA
1989-2001 4E D [ 12 438 & I 72 FCV44 ¥k & F9 Bk
(ATCCVR782), CFI/68 % (ATCCVR654), FCV-255
PROFH 47 R % v 72,
tFelFN B B

Ay =720 VEZERERIE, Wagner (1961)
2 & D #EZ. &, Lindenmann & Gifford (1963) 12 &
D EEBMPHREINT T v 7 BHE (EREREM
BE) w—H#BHILT, fTof, A V=T

i, WO “4rF—Fv v b (L FEE)” % PBS
(=) WCEPLI07HALICHE L, BRI

CRFK Mg 478 (0, 10% 10, 10%, 10°U/ml) & IFN
TIml#EREL, 37 CTHRET 5. 24K/, IFNE
W& F7 L, 30-100PFU/dish D7 1 VA % & L
37CT, 2WMBRAER, VANVABEREL,
Plaque agar * EE $ 5, Plaque agar X, 1.8 % Sea
plaque agar (Cambrex Bio Science Rockland, Inc) (Z[F]
ED2EDRED A — 7V MEM & 10 % F4 MiF,

1%=a—FJ0 by F (FGHE (BR)) Z@EmL
TER E N7z, 37 CTT2HMEEL, FAFH
(Giemsa’s solution) (A2 - D x8v (¥k)) THE
L, plaque DERE &2 Hllx L,
depressing dose (PDDsy) % & L7z, & IFEN AU
BB ERR LTIy 2 BOLERE pP, 75
v 7 DEROFHILEAD LT HE, 74V ABHE

BEDHEIZp/P X (d/D)2 L %2 B, T DHE IEN A
ROFHOFBIZTay LT, BUREMREZIERL,
50 %K FRDWE % PDDso & L7z (Wagner, 1961;
Lindenmann & Gifford, 1963), ##EkIZ OV T2
PLESHERZ ATV, D% PDDsg L 720
LT R EAT

BIETFREEAT L, Sato &5 (Sato et al, 2002a) D
W ICH B 14 BRIC33 kA IMNZ, Clustal XDV 7 b
YT ERWTT o720 AR X 7 LT NESI
Z NJETIT W, 70 T REE O DR S 134& 4 DB
CHBILTHBY, 1000 Bl SAEHE OHRISTER S 1L
7z (Sato et al. 2002b)
wat AT

rFeIFN @ PDDs, fif & Genogroup @ ILEIZ i

50 % plaque-
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Mann-Whitney’s U test, Kruskal-Wallis test % f 27z,
3. BREEE

rFelFN JE3 14 5Bk

FOBR % vy, rFelFN BB & PDDsy DFHE % #5T L
720 y=0.14x + 0.10 DHEEZ £ L, PDDsld 10*° %
AL, 1041 (#12589) HAZIZHE L7z, 47HD
PDDso fifiiE, 10111037 D#FICIER S L7z, 1
13 2.3 CHEEBERZIZ0.64 T, FHHIEERFEOH
FIC683%&EINLDOT, InEHEste L, £
NLDHEVWLOTEERSE, B0dorEEsE
L7
S BlE A R AT

X 7 LA F FECH % H 272 phylogenetic analysis T,

Genogroup I (G 1), Genogroup I (G I) {25
N, GIIFE 57 IAF =T a, DbiZHhni,

1, 720279 A%— (C1-C7) o
(Sato et al, 2002a) o
Genogroup & rFelFN &= 14 D 1%

BRRDEEFE L IFN B2 O E L7,
IARESZMEAT 16 % (4/25), HEESE AT 68 % (17/25),
EIREZ AT 16 % (4/25) BENT, FRICXTL, G
MR IR A2 PEAT23 % (5/22), HIESEHEHS T2 %
(16/22), BRSNS % (1/22) HEnl, 7z,
IEN &5 & 7 925 — (C1-C7, T a, Ib) DIEL
TlE, IFNBZMHIE 7 A5 — Il ko TEFR LN
FIZCTIZEINAHREEERZIME®RIZ CaENHE
MR eNz, £/, T72F 7474tk
(FCV-B, S1, Ao, H10) @ PDDsyfilZ, 10%7-10%° D&
ek, PEZELRL, REZEREIR O
o7z,

tFelFN D JEZ M % M5 9 % 72912, 1tFelFN O 7R
fEE# L plaque D & B L IR L TS 5 HiEx
vzl 2 s, BWHBMEDIR SNz, rFelRN 2R
&L TOBRD PDDso fEIX LG L 7225, BRICE o T
L, BEVPBELTHLDE, IEAEEDLRWY
DHBED LI, SED L)% DFIRDOEZE
% #4121 plaque 22D A 12 L A 4% (Fulton and
Bunge 1985) % TCIDsofE (Mochizuki et al., 1994) #
BEICTAIDY, BMLTWIDOTEZWAERD
nrz.

Uchino (1998) 513, rFeIlFN (£ Y% —F % v })
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DEME (FERD 13%, BFY; 77%) 1290 %725
7ZEHMELTVEY, Y D10% (AR ; 6%,
R 3%, BAL; 1%) BRIRIHFVRONL
WEW) ZETHS (T. Uchino et al, 1998) , ARAFZE
TiE, 9/47 (19%) »EREZHELXE L, Uchino
(1998) & DEELHER AL R WEM DS 5 7228,
Uchino (1998) HDFMETIE, " AV ASHEIZ LT
- B5T, AREIEROATIT>TWAEDT, 74
VAR E L TWARITEEL VB2 Lk
V2, Mochizuki & (%, rFelFN IZEKFTOH Y 1 IV
AVEHDPBEIEEL TWDE & &I, By
ANV ADRHERLEEMIBRIEEL T Z L 28
& L724% (Mochizuki et al., 1994), rFelEN (Zx$9 %
B 4V ADBEZ IOV TR T Wi v, E
B DG T35 IFN OB DA 12 B Ge i R 12 3B W
THRERREZ M) BRETIH 0L BN b,
Aol U 72k I 2 CRRZ R TR S 2 D o 7o AR I3
Hj SN o72D, BEEICENR SN A D TAHA
W EDEBRBTHRENRE SN VI ) RBEICID L
I BBRBESHOTA NV ADBEEIELRS N, 5%,
S LI R L DBE IOV TR T 2 LEDFD
57259,

rFelFN D &2 & Genogrouping D 4% T, IENIE
BELTHMENRTWAEADCEIIFHAY 1L R
(Hepatitis C virus; HCV) 1 4 O Genotype (2557211,
Z095 5, Genotype I & VIZJE T 7 A )V AL IEN 2F
Zh& R F <, Genotype I IZJET 7 A )V Al IFN [Z4E
MTHELDOPEZVEREEIN TS (Eommm
al., 1994), 4B FCV Tid B & B 1 %
b%%k,w%t&b,mwmﬁ%~ﬁ%héig
BHEELEBTALWIHITHE, LAL, GIDCTIZ
BT A NRIE3S (60%) HEEZHSE 70T,
IFN 3% & 2§ WM AR S 4, rFelFN O R &
Genogrouping D BB MIE S 5 2 AMESHAFEI NS,
—WT I F L TVUA T T UERIZDOWT (Ohe. K., et
al, 2005) rFelFN DM % BT 525, RS
BRONT, 97F 07425y EnlEEITR
LN\, ZOEIZDODWTITEEEVWEZATH Y,
SHIIPIE R L, ML TR EIATHS,

4. B H

Ak aa Bk & F9, 255, CFI#k% &t:5t47 812D

16% 2007 4

VT 50 % plaque-depressing dose (PDDsg) (24X D
tFelFN (2339 5 s E % b L7z,

47 ¥R D PDDsg 1 101.1 ~ 103.7 DEEFIZIEH 54 L
TWiz, ZThs O ELEEREZE (2.3+0.64) D
HEIZEINLLOEPESMHEL, FNL D B
W DR EEEZE, BUubOrEREHE L, &k
DREZWELZBZTEICIDIET S L, G TITERE
ZUEA 16 % (4725), TEEEZMEA 68 % (17/25), &
A 16 % (4/25) & FN, G TIMMEEZEH
23 % (5/22), HEESZMHENT2% (16/22), HEZME
5% (1/22) BFENTze G UDOHIEEZWHEI S
CEFINLEEDPEON, FOMPEINLEGIDY
FTAY— (C—7) WEENL3/5 (60%) FRAE R
SHUHRERLZ. T2 F T A 25 v HRKIE
HRZEEZRT S O0% (, REZHEHRIR LN %
W EHB T LA 27121 rFel N &S M D B 513w
Z AR R N,
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