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x1 BHBHEME ApoB KT LLE

2153 n AW ) ¢TnlCpug/L) ApoB(g/L)
A4l 21 59.5+6. 4 0.32~0. 46 2.1+0.3
B4 21 60.348.4 0.47~0.59 3.4+0.8
c4l 21 63.3+10.1  0.60~0. 81 1.040.7
D4l 21 62.248.3 0.82~0.96*  5.340.9"

* P<C0.05, 5 H A = AH L.
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W E.BH EiT Sl R (PreSD F= A £ % & (HBV)DNA % HBV sk 47 &4 (HBV-M)Z [a % 4., Hik &
585 45 1B M T AV AT K & K A BF ) 4 9% % & 9% sk 4w HBV-M,ELISA %4 @ PreS1.PCR #@ HBV DNA, £ 5 HBV DNA
£ HBeAg(+H)#X P oy 4 94.8% . & T/ HBeAg(— )X F 8y fa ik £ (52.3%) . £ F A %+t 5 & L (P<C0.01), PreSl
£ HBeAg(+H)#X P oy 87.9% .3 T /£ HBeAg(— ) B X P ey £ (47.5%), £ F A %+t 5 & L (P<<0.01)., HBV
DNA /£ HBeAg(+) X ##g Mtk & 3 F PreSl /&£ HBeAg(H) X ey &, £ F A %t 3 & L (P<<0.01) ./ # % /& HBeAg
(OEX P mEEEFAELETFEL(P>0.05), 585 #l 45 A ¥, HBV DNA ¥ fa b % % 69. 1% . 1k PreS1 # % Ak &
(63.4%) &, £ F A%t % F L (P<0.05), HBeAg 5 HBV DNA #) — 5 # — &, PreS1 55 HBV DNA # — & B 4 4F (P <<
0.05), #1i® PreSl 4k HBeAg £ SR K oeym & 24 . 5 HBV DNA A % 64 54 %, £ £ &4 I & HBV DNA %l 69 & #
T T AR A AN A AT
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