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B G T I PRAEAS (A0, B Dk e 5 e R 8 SRR
R HCOV B35 19 R 0012 e ORI 0 28 5 4 R i e il
LA K U AU E BT 1 2 T AL A R e S R, B
AIE NS HCV B 8 e o 8 ik I 70 5 & ot e 2 T
1,
2 HCV EFEB AN

HCV 3 R 4 R B ofis ffy 04 57 8 350 50 1) 230, %oF O 4 0 7 fig
HCV 35 8 #E 1k R L 4% 35 42 18 9w 165 28 1k I 6 P00 82 3R
JIPRORFRABENE S, THES G TEZTE., i HCV
J DR ) RS S
2.1 HCV AR R EE  HCV MR 408 7 1%k 2 L
PCR B AR N Al . 2 A T LA
2.1.1 WY EEX HCV W R ¥ 8 #4701 % . & HCV
B B bRl
2.1.2 TURRSHERIY S REAE HCV SEH B 7E K —
X B A 22 5 i — RSB B 51, X R W HCV
FE PR RY AT 0 A R R/INR [ B s LR AT 43 A
2.1.3 SRR R AR SR AN Q43 HCV LR 4 B
J R Ry S I S A T R IR AT [ E TR AL R B R | 5
JEARICH PCR =¥ 5 Z ¥ R85 6 4385 - G H i 76 AH B
TR S PR AR O B bt BRSO A AR S B R E HCV 1
J R 754 F 5 R A 7Y
2.1.4 [RiMERBRKEZSHESN R HCV R[H 2 H A
Fe— DX B A I 1 A8 S e S BT e D) 7 1 A T
HEAT L 4y B
2.1.5 BfEREXRFIMW AN JRAEWT kA AL b gt
SLHY
2.1.6 RESTERRE HITIRZIF k. — B
2% 5'UTR.C-E1 il NS5b 3% = AN K R4, By i ix =
A DR B AR AT — A X 3L B3 51 6E HCV 647 36 B 43 Y, 35
FEAEH — LRI R 2 (0 AT e HEDT I b ARG S0 0 = A 4%
PRRA B A B EZH Y PG 3E 09 7 IR AL I HCV iy 2 A
A5,

2.2 HCV ERREAB X MEE i HCV 3k H 4 5 i





