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%1 MBL genotype frequencies comparaed between interferon -

responders, nonresponders, and controls.

HCV-infected chronic hepatitis patients

MBL genotype SR to interferon, n=52 NR to interferon, n=109 Controls, n=218

"YA-type" _ _ _
HYPA/HYPA 12 18 37
HYPA/LYPA 6 5 10
HYPA/LYQA 6 16 32
LYPA/LYPA 4 |32(61.5%)* 0 |42(39.3%) 1 |93 (42.7%)
LYPA/LYQA 3 2 7
LYQA/LYQA 1_| ] 6_|

"XB-type" _ _ _
HYPA/LXPA 3 17 25
LYPA/LXPA 1 2 5
LYQA/LXPA 1 2 5
HYPA/LYPB 9 20 50
LYPA/LYPB 2 |20(38.5%)* 4 |65 (60.7%) 5 |125(57.3%)
LYQA/LYPB 1 7 16
LXPA/LXPA 0 1 2
LYPR/LXPA 2 5 10
LYPB/LYPB 1_] 7_ 7_]

*p=0.008 against NR, and p=0.014 aginst controls. SR, sustained responders; NR, non-responders.

G or T at -88

=111 -101 -91 Yy B D ¥
GTEGCGEGEGGRCCAGGAGCTAGGTTTCGTTTCTGC CCERAGCCGCCCTCAG

ISRE consensus sefuence

-61 -51 -41 -31 -21
CACAGGGTCTGTGAGTTTC ATTTC TTCGCCGECECEGECGEEGCTGEECE

. G=TTTC-==~-~- TCTTC
ISRE consensus sequence

- -11 +1 +10 - +20 +30
CEEGGTEAAAGAGGCGAACGAGAGCGEGAGGUCGUACTCCAGCACTGCACA
L—exon 1
=3

T3, foT, ZOL=y FOHIZHFET S
SNPs i3 THGEETFARBT2EED [EH] A
RELEBEL TS, =& % coding region I
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ZFIMATHS. MxBIETHERYIvY 2T
BOM o7z (B bDZFRH MxA). Mx BIZTFH
a—F45EH (Mxprotein) 34 & —7x 1
YIEKoTHREFEINZZDEAD—HETH
- T, single - strand RNA virus D55 % #i]4 3
B4R -oTWw5. v 2 T3 Mx® coding
region NICRARREREMES ZLIC& > TER
& Mx protein % B4 LB L WRHKE (Mx—/7)
DBEHEL, Z2I0WHIIT AL VT LTV HF 4
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% 2 MxA promoter genotype frequencies conpared between
interferon - responders and nonresponders, divided
further by HCV genotypes.
HCV MzxA promoter SR NR P
___genotype (n=18) (n=85)
1b 123 ¢/C 9 (50%) 54 (64%) 0.28 (0.42%)
C/A, AIA 9 (50%) 31 (36%)
88  G/G 5(28%) 45 (53%) 0.052
G/T, T/T 13 (72%) 40 (47%)
2aor2b  -123 C/C 12 (35%) 15 (71%) 0.0092
C/A, A/A 22 (65%) 6 (29%)
-88  G/G 11 (32%) 14 (67%) 0.013
G/T, T/T 23 (68%) 7 (33%)

One patient infected with mixed genotypes of HCV (1b plus 2a) was precluded from

this Table.

L2 %BRET AN 2500 (i, Mxt/+
B0V MxT/ IV EYLTW3) OTH 5.
t FD MxAIZ &, coding region AD LRI BIFHE
THURMEIIERICLTEZ Sh/zs, BiE TR
U -BEEIZ& DA 13T promoter region D
H1D SNPs #H5R L 7=,

MxA D promoter SNP 3B IR D25 7=, Al
5, MxAB1{E T D promoter region NIZ i3 ISRE
(interferon - stimulated response element) d 2 >
YUY EF - TIIEETHESHB DAL
2B DAHH, TOHIBD—FHDOEHNOHIZ (v
4 F X 88 D position tZ) G or T &¥¥5 SNP DFF
ETHI VAL (B3). 2L T, %I, £
D EFHIZ (94 F X 123 D position 1Z) & 5 1 &
T SNP BFET 5 (CorA) T dmho7h,
i F OENIC IV EE AR E AR 5 i (R
B, — 123X CE5IE— 883G, HiEMNALS
EBREITTHOREZ 7).

ISRE NE D SNP A v A =7 zu vitk 3
MXxA protein DFFEEREICEL DL S EL 5 A 50
BEMENE 2 5 /=D T, in vitro T promoter assay
BiFo7m&ZAh, —123I1CA —8ICTA#EHTH
MxA promoter DD, ThZhCL GE#EHTS
Zh & 5 H»IZE W promoter activity 283 Z

*With Yates’ adjustment. SR: sustained responders. NR: nonresponders.

ERnhot (B4). 20T, ZOD invitro TD
BAE & BT 20D K512, CRRFAEE TRV
THEEMIZA L T%ﬁ‘?‘%j}“iﬁc EGERET
5X0D34VE—T7 0 BEESENE ST
(F2)2. WAIZ, T4 nF72 2 OERKRKEE, #%
H, ROMBEROBEEEAROHEIZL 5T
LEHOMICHBR IR TV, 2212 [#amic]
EEWERR, HEDZX 4T 4 —Tid [HCV-
1b D&Y T & - T H D low titer group (23T
DAEBEMIZ] »5Th 5.

A7V T AT L

MxA® MBL® i 1= & , IFNAR1, LMP7,
IRF3, CCR5%, #Oh DBIZTDERIMN A4 v &
— 7 20 IEFEIRICBER L T3 MR AR
TAB/BONDDH S, IZEHiAEH TS
7255, L»L, SNPs 2% ¥ 5 721 Tidh F
HBHTHD. BRIZK->THLA-ERDOEIEF
DD SNPs 2l AADHET, YHOBENTH
5L ZADEBHMRTPENCER-6LHEHBIC
3, P LA HBERBEN LR LBETHD,
ZORK (=270 vy 2570) 2 EEBT5
D bio - informatician DHETH 3.
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