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K AR, AN BE B B AR 240 R Jo Rl LA IR
FEBE R, B0 ¥ BURR B R R IR AL, SAH R Al 7
B A AR T AR IR T () 1(b)).

R 36 UE X — AP 1 5% AR AR A I SR SE B 4 02

B W s Yot Bowling %

832

Bl 1 Imi (R (aQ)~(d) &% & B Y )5 1 R (e), ()

(a) A okl 3037 [yt A (b) AR Imi A9 (©) MRS

B 7 dJE A Imi i (d) MR RYRFR R 7 dJE Y Imi 1A (e)
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HB T RE T BRI A B IR BEE R 19 K AR, WA B BUe
FEIR e At | i 2 IR D R A IR S i A o
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P Yt o 1 A e 10242012 b B e S YR ]
FORANEE R | A0 O A 2 ] L i 2
ASIRBCTE 1. 8 53 20 28 2 AR A ] DLy AR X o R
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P R 5T ML B T O R 1) S5 A

ARXT T HABFE Y, KR P ) 289 48 4i i S8 T HL
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XoF A I Al TR RO R0 B PR PO e B, 11 AR AE IRy
REME PRL Al PBZ1 JEH 3R, (HHEA 4 4-(spll,
spl5, spl9 Fil spl L1) X i o P A Pk, $em I8 A8 1k
RIFATE L SHUA &, (Hik a4 se - LS o]
REAH{DL. Takahashi 25 AN HIE T 3 AN AN R 50005 B
INFIBT I i A 2 AR 28 B R (cdr 1, cdr2, Cdr3), H
FRIEFTRAFER A ENL, FrATCEE S B AR R AR K
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les22 &R R AL, B PR 5 & F FOL R
S, ARABAEARA K B =0T, A SRRl B8 IR bk
FER, MR RSN E R B GRAEREE
FrE BB, Imi P RS B4 A Hh BT K A Ry
FE 1) & B I —— =, AR S S & B
FE I AN IRFE LR, B Imi S A T RE AT
AE KRS =M TF LA FE 3. [, 32 9 A8 (AT i JE 40
A 5 55 (AN 6] i 46 BE R ¥ (18° N) . 441
(35° N). dt3(40° N); 7EAS[FIEF A FpAE . B2, 42%)
AU, TR XL A TE GG ) BUR, BT AR A
R B AE T e — 26 S R A IR E. R L,
Imi J5 R % o v AT B ) B K R 40 i S8 T DA RO
ERcR i LI

7K R e TR 2L 0 J2E 1) A A FRE DG 43 A2 ) 2 3K
1 1R 2 J W A b 3 a0 1 o K RS v R R A7 3 0 5 ik
PRI HERR, 4%k 7 st A% o A0 2 W) B 67 Y I ] 78
AT, AR Imi B e i E ALK AR 8
Yo A 25 24 55 I Y9 SSRARIC RM 331 A RM547
ZIal, e g 3.2 M 1.2 cM. BliJG, RATEEELE 2
AbRic Z B 5L 47 91 1 R TR 4y Fhrad, R
FTH Imi BRI BB IESN CAPS frid. HAT,
WATC LM HE TS Imi (50 PAC TERERE, Ik
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