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Abstract

Acute hepatitis C virus (HCV) infection can
induce host innate and adaptive immune re-
sponses. Approximately 15%-25% of HCV-
infected patients successfully eliminated the
virus whereas the majority of these patients
developed chronic liver disease, cirrhosis and
hepatocellular carcinoma. Numerous studies
have demonstrated that host genetic polymor-
phisms may lead to differences in host immune
function and therefore influence the clinical
outcome of HCV infection. This review briefly
summarizes the relationship between host ge-
netic polymorphisms and the outcome of HCV
infection.
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P BT 9895 % (hepatitis C virus, HCV){EH [E 1
TS LA 2k 18 PEH % (chronic hepatitis).
JHE4k (cirrhosis) AT 41 iU (hepatocellular car-
cinoma, HCC)[1) =2 K 2 —". HCVIEGL
2 A 86 DR 3% R i O SR R . HC VI
AR SR 2B SR Z . A
A3 2 T BUH C VI GG A 1 R i IR AR
T 28 & T 40 38 R0 R 845 AR IR 1B 25 9 FH A
8PN B R BB ST AORA T W B BGE,
RRATIAT I 50% 1) B AT Fr 800 5 SN HEDI R
T HRREAG IR E A S, WEERESA
[F) AN A PR 35 A% 2 22 e AT O, X 22 e S B LA
EFRTHC VIR G T R AR 1) S 5 RN AN [R] . 34K
Pl A AT R4 T e A% R TR 22 A 1 1 9000 5 2R (1)
WSS R AW IR, B H A7 oG i) — 895 &
BN 2 S SHC VIR YL 19 5C R BTk e A
faj B4,

[ L St

RN S E S
1% MR K BT AL
A& Fo T 40 8L 49
FRAAZ—, 2
Rk e A5 Puh)
R, TR R
HFARG AR E
FA K, BEN
WAERLE S 5%
BN & ACE R
FEEZE, AR
G0 EZR
Fx— AT
HCV & % )2 b
oA LR &
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ERBRFH =
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makde 1 AXOBEARBRSTISHCVERIIE SRR TR AEHCV BRI i
HovA g stps  BURER F . At 2R ATOBTTTR L, BN 73

KPR R
HIRRE AP L
BAFT — xR,
12 X % %A% AF
ooy 2R —,
A E T IZIRN
B 5% A4 R B At
LR FHEG
Hom, X &M A
HCV & # #)3
) 049 B AR,

ANEAY SR (human leucocyte antigen, HLA)
e NIRRT EH LA AN E S K (major histo-
compatibility complex, MHC), 4ifHLA 1] A
LT N B 605 Bl (04 1) Jo B R A B )
SEVRE. A48 E, 2y W3ANIENX: HLA- T 24,
ISR LA, 40 i m S HLA- 1 - HLA-II
FHLA-IIHR. 15 EXTHCV 41 i 588 [ N AE
IR KFESE e T N EHL AZE R 2R 48 g i 1)
HL A% 100 B &AL 0 TAE 2, #ENHLA
RPN 22 Ak n] S HCV R G AL ).
1.1 HLA- T 2 AW 3 SH5HCVA )20y
% & HLA- 1 3890 700 T A A s 40 e 42 1,
ZCD8+ Tk Al il P Uilbr &2 —, 53 CD8+
Y BEPE TR 240 B (cytotoxic T lymphocyte,
CTL)%d B 86 G 40 Ji 1) 2% 473 FR s fige, LR TR
BHHLA-A. By CHE-LAT &S FE . —
THUER 6 Lo PEH C VB Y 5 1) L IR 25 W 90 R I,
HLA-A*03, B*27, Cw*017E [ PR35k A B
(AR B Sl ey TP %, HHLA-B*27 50
T A PR B B AR OCD, M Thio%E sy &tk
HCVIEJ SHLAM KR, KIHLA-A*1101,
B*57 & Cw*010155 9% 8 b 2 A3 AH ¢ 1,
A*2301. Cw*04 5 #E 48R K. Sk EH —
TEE X BT I 09T R AR IE S HL A-B*57 5
I3 BV R DA 5B HEM AT g i T R R 22
S PR LA R RS DR RAN [ B .
1.2 HLA-TMT £ W % S 5HCV A F )26 %
% HLA-TI IR X fUFFHLA-DR, DQ, DP 34>
TEIX; DRVEIX A710M k5 J#: DRA, DRB1-BY;
DQW XA 54N LN EE: DQAL-2X%DQBI1-3; DP
WX 543K EDPA1, DPB1, DPA2, DPB2,
tHLABFFEDR Y D Q55 5 IR AH O M e Ay L
HLA- T 28X 355 P 5 G [ WA K (1) D] v e
JR AL AH S 8% 32 AR (transporter-associated antigen
processing, TAP)JEAIFG 11 82 A Mg fA(low
molecular weight protein, LMP)JE K], {41345 5
ARk, [H N ARKRTHL A- T1 836 D 22 2 PR
HCVIE G 1 O R UAT TV 2L, KA
76T S e 25 5. HLA-DQB1*0301 /& ME——
AT AN [FRIE I AR 22 AP IRAE S0 R B e S5
(R hg v 9 Y 26 S AT R THC Vg BRI R4
PEREBRIAL . FTREAIALELZDQBI*0301 HE Al fig
A A HCVIEh 5 45 TbR RN 40, 380 B A

AEDRBI*1101 H I A2 B & T, IF 59K
B IEA G, H AN 2E# KuzushitaZs: V5 T 1)
BE 2 JIFEH 232 TE 5 FH.C V55 2 RS 7 284 B
KRR ) 8 BEATHET, RIIDRBI*1101.
DRBI1*1302. DQBI1*0604% W THC Vi,
A REXT ML AT R4 /E R TIDRB1*0405
DQB1*0401 751 1 s H 5% W, 5 A 8L
R AT 5. [FEE, Aikawa2s HRIEHLA-
DRBI1*0405F1DQB1*0401%5 (7 FE N AEHC VAL ¢
PB4 BT i A o A H 2R 40 TR 27.6%
H124.6%, W& m T HALS RN B 28 838 i)
K 2 (14.0%8112.0%), $27RHLA-DRB1*0405
AIDQB1*040 1 5547 He A (K A7 AE S ATHC VI G
HERE R R B . Barrett A KI5 IR >4
PN AR B HLA-DRB1*0 147 5 5 HCV
() A ARTE R A 5. MintonZ5 "8 KB, TEE A
DRBI1*1101 5 DRB1*0301 4715 ™ 51 3E BN
i, DRB1*1101-DRB1*0301 843% 44 (K 474E 559
B ARG AT 06, LIRIWFSTERR, fE % e —
L DR UK A 2 P 2R 98 TR e 2 U1 5 1 F [+ B
M I LA g 22 S P 2 DR B A~ 1) o
BEH].

TAPZEF {7 FHLA-II26DP5DQX [il,
TAP1FITAP2PEAN W A7 20 f, 78 ML A Bt i
o DU BE IR 40 R S g bl R s B sl IR
fI4E . LMPALFELMP2HILMP7 P A i 1k 2
fir, Z5HLA- 1 K51 B P mn Tk 2.
KuzushitaZE"WF 57 & BN & 88 4 & i (alanine
aminotransferase, ALT)/K~F1E 5 WHC VA &
FHTAP2*0103 Hy I IR A0 46 0 255 s T8 1 T 48
. AkutaZ: " THC VHUARBHYE I FFRE AL K 18 1
AU I TAPKE R 2 2 Pk LU #r b IR,
A ZHTAP2*020 1 A2 b 25 vy T 18 1 P4 28 1
KA. iMiSugimoto LM FUIE M N AT 4 &
BHZ T IERIT N BRI ORI, TAPL,
TAP2. LMP2JEERITE = AR RF 4 N 3 v 5 o
BFEMLLAA 2 5. LMP7-KIE N7 Fr 8 v 2
LA L TG N 2345, $E7RLMPT
JE RN I T R 4 R TR R AT R 1 —
ANEERE.

1.3 HLA-ME AW % A S5HCVA )26y
% % HLA-TIZEHE XA T T 2850 T 2RI X
Z 18], oA 5 G 3R Ge A7 G 1) DR 46 AR
[KIC2. Bf. Cda. C4bLMIEIASEIN T (tumor
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necrosis factor, TNF)A. BFI#WA 77 55 H70(heat
shock protein, HSP70). HLA-III2E3E K HAT W]
B2, X THMARE NGB S IMHCV
PRI . FIAARIEKR D, BRI H Pasta
AEE LI o P A R S AR R AT AL SR S HLA-
T2 5 DR PR AH DG PE, 73 HH C4QO 2 Kk R A 1k
VA TR 96 A G 2 JHF B A (¥ ST S 16 R 35 (O R
= 2.7, 95%CI = 1.83-3.96), MB35 KK E
EME AT 4L TE 5. HSPT03E R KA 34 FE A,
HSP70-1. HSP70-2HIHSP70-HOM, L= #)% 5
RREFN B, A R 4 FAEARAE PR Bt
JEUn T4 R R AE . BFREHSPE 22 Ak 1 45
A AT A A S A S K, PR R A
Jid(antigen presenting cell, APC)73 341 g X1~ &
FAGIR T, TR v Y, ChumaE V4t
TATHSPTOMEAT AT WAE A HC CH 12 Wi ik vl 48
PE, AR BUBHB X S JE FOW AL LI R NE A
WHCCHIA R AL, {H &K WHSP702E A 2 45k
FTHCVIB L V- 06 A IR E.

2 ThBRFEMRERAFERDSESHCVRER
HIFNRR
M) T(helper T, Th)¥k C 40 /2 S i 9 (1) %
oG, FERZ O P 32 BT 0 i DR 3 T
28 SN, Thl@H F 2 —Fh, 8 EIFN-y Al
IL-2, i/ S 40 M S, FH T4 b e, il
WCTL 2040 19 T8 K FE 0 M B3 800, I A AR
A5 40 i (natual killer cell, NKC)F A5 1 FH 2%
Th2ZR 40 e K7 32 EE43 WAL -4 TL-105%, 3= 2Lf)
TUBWR A o3 A G5, 77 AR BTk, Th1IFITh241
JL DS~ 1R Dy e ELAH S 4T, P9 T Re 1)~ 4 R T
R S PR (R RO BRTYT . ThaH B A 2R i Ks
7 L AR G 9% RN A i G e, (EHC VIR Y3
W PR AN R AR YA ke A -+ 43 EE LA .
IFN-yfE A —F o R 40 Byt 1 8 7, AT P
B PUANMOBEEE . ST SR AR A, B
X — e PR I 5 R IR A T AL, AR
(13 k21> oy A5 440 10 ff 98 Sk 59, WLARAS B A 2K
BRI, DASOW B YRR S AR AE, BT
RN AL . HCC. TL-2M%F Tk 4 e . B
IP EL 400 M RN K C P 38 40 e L A 90 ) e
WA VEH. Huang®" W5 R ILTF N-y i 3 X
76407 GIEAE 5 HC VIR B BB Y7 RS V.
AR, TR AT RE 2 B T-764 07 GEAL ENF-
kBT AR B ISR ), PABIFN-y )5 8)) 7 X%
PEFE . Ak A TS R HE AT IFN-y+8 7447 AA
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FEPR L AN G HC VR AF X A 56 J3E FE TAJE IR
H13.234%, AASER Y 518 E AR IFN-y & & 11
WD DA G,  HICHE R AN R I R e A &
IL-2-330f7 TTHE PR R A4 W] Wl iy -0 A, $20R
AT BEHLAIETL-2-330 T T DA 2B AT 46 47 5 [
ST B 2, Al 4R N RIATL-27 Bk, F3L
R YRR T, S T WIS BRI .

EHC VI 51k (1 JH 4% 5 o, 1L-10.
IL-44F h—FhEZ BT R K, SRR Re - —
SE R, R [R]E E PR IL IS TNF-ou il
IFN-y[ 7K FHRIE N, m7K-FHIIL-10 6854
FUHHIThIg0 R Sh e, PRI AR T HLAA s R4
BRI R, BUETHCVIE YRR 7 AE"Y, THITL-107
2, HHIER Z &A%V SR, Turner
2t T L-10-108247.G-A f 548 ] LUFIL-10
(= Ak . Vidigal &Y s 18 PEHC VI
B TL-10-108207.G GHE R LA H % 434.6%, i
FET I N(16.7%), $75-1082147 GGt K Y
EHCVIEGAG A TE % I oG, AR A 255
N AIL-10-108207 GGHEF AR AEHCV H K
T B oh B e TR BEHC VA L S AT
SN HIL-10J3 B [X -59247 s A AFE K R A] g 55
IL- 10K 2 345 <Y, i K napp i
WEFIL-10)5 3 726 K 2 5P S HC VI G &5
SR XEYRTT 0 SN B 2T 4 Ak R F (9 AH G 1 v
RIL, HCVI RGN bR 51L-10-59247 A AL A
B (OR = 2.05, P = 0.028), F4L& Y HIL-
10-1082GGH: P B IE(OR = 0.48, P = 0.018).
Rosenwasser2: P R 1L-4 5 2 F X -589 A7 T4 47
BE DR s C A5 07 J5E DR R 3 S I L-4 )5 3l 118 3 3, A
TL-452 35 890, TL-438 51 AT 28 0E A B i 5
RRE V., M R 4 T AT JFWIE 98 i 4534 4 FH o
FIARTE . (B R R IRIL-4-58947 st L [ %2 bk
58 H CV Ik G A FU i PR e A A3 75 52 11 2 (7]
CENESS )

3 INFERZSIE SHCVRERE PR ER

TNF& AR P AT 22 R A 3 v 1) a2 40 e IR -
AU PO B S E L L
DA 5 MHC 2 DA 8253288, A7 T-MHC-TTIZEJE [ X
M, IFITMHC- I1-HLA DRBIAIDQBI, P X 5
HCVI B BIEBRAT K, SMTNF-ar] it SHC VI
BRI A CEE. TNFRER K 2 51k 5 TNFH 431
AR DA, FETNFIEK G )7 X G A
RAFE3087 123847 P4 i 5 TN F-a ) 2%
ik, TNF-au73 AN /& FT LA LRSS 25375 5 3 35 vk

Wi £ E
David¥$ #F % 2.7,
IL-28B & A Hf it
rs129798604% 5.
#HCCAR EHCV
B aMmARA
X B, FlAF, Ge%
R A IIL-28B
K AMEH LR
TR (T/ITEF A
C/IC) 2 #H R A
FF K06 97 09 £ 42
B %,
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[ IR E A TG FIE bR, LT A TGE-B13E K g 21 X -509

RN E LA
M EAER T T Ak
A vmHCV B #
Hjaey — Bk
B 4% LA A H,
A8 TABHCV
B e 02 Lk
ENHE R B I I
B it TAEW TR

Hohler 2P WF 57068 18 E 0 B AT % 8 %
TNF-oui 81 X -23 847 Z5 7 3 KT A TR A HE %6 0
18.7%, W3 i T HEX 4, $27RTNF-a )3 3))
T IX 238 %R AR 5 (G—~ AR S HHC VI G
e PEIL T B 9%, Rosen P 5% /R TNF-a
Bl 1 DX -238 A% R Ky A 1) LT 996 B K T
F i T-23807 W GH#, $E/RTNF-od 8 1 X 3L
2 AMEHME SRS HC VI 5 e TS 5%, thnf
RELSHC VY AL TE T — & R &, [FIFE,
DaiZ P9 R ILTNF-o8 3 11X -308 7 AZ5fir
LR R TP R I B VR YT e HC VRS Fufie
Z AT fE B I 2, XAEHCV T b A& L
Juh B R/ S AR R A R H N X
HCV/EG# 5 TNF-o it K )5 3l 17--30847 JE K £
BYERIR R P RINHC VY AL G A
HHCVIE G TEAHINE, (HARYE B8 ALT/K A
[FWREAT 04, o0 M R BLA LA FE K 5 ALT K P T
B A, (0 Yee 5P HRIE TNF-o 8 5
238 AFI-308 AL S5 43 Sl A1 JH- il Ak, 1 s s 1k
BN T 3205 RIS 165, HORE B FIX IR 2 A&
5508 1 G o JH- 40 T A B R SR 1 A 2%
PIAHK.

4 TCF-BIERZIE SHCVREREEFHIX R
HAL KA 7Bl (transforming growth factor-B1,
TGF-B1)2& M B AL £ 4k i 4n i -1, ]
DA SE 3o 30 35 20 L A 5 5 1 5 RS A ) G e it
PERELF AL B R AR A T8 i FPHINK C 3
PR R A4 b I A A% 4 - TFN-y FI TN F-a )
P A SR e g S N AR 2 SCHkRE, TGF-B1
oy TSR R, AR 2 A
HAEB VI R, TGE-B1IENA 8N M A4
2N, W3 TR 8 T IX, JI-509C>T,
-800G>A. -988C>A; 3NN T #fS X, Hlco-
donl0. codon25. codon263. T AN
ETGF-B1IE R I8N AL IR 2 & Mk (single
nucleotide polymorphism, SNP)A7 s /1, & A 7E
-800. -98817 i ficodon25. codon263 A NS
FEHEDR 221k, W DL AR 5 3 BEAA /R T-509C >T
Flcodon10.

TGF-B1TBEAT AT i 23 3 BHC VI YL K JE A
FFAEAEEE 2 P9, Grainger®:C A h TGF-B13E A
JA BT IX -50907 TAEA KPR 5 1l 2% v 73 WA v 7K
FIITGF-B1A KL KimuraZs: A WK
TGF-B12 X NK CIMHIZNY, A A THCV

f7C SNP 5 i (ITHC VIS BR % K R % V). (7]
B, BarrettZ5 Pl i WF 5T TGF-B 11K B A IF g
X L PRA3 5 3 WMIRZK AT GF-B AT K B A 44
SN HHCVIFHERAT REE. HASE H Kimura
SEPURFFUESE T )3 8 17 X -50907 CEE A7 SE R 5
TGF-B1JA 8+ DX IE M FEAR A O¢, sz T
TGF-BLIWEIS, MAKAK & H I TGE-BIA W T
HCV iR,

W PR S ARIE T GF-B13E [ codon25
TEFTIE I REAS h O AN B R 2 k. 1 )55
Ay B M condon25 (3L R 2 & 5HCV
(RGeS HTHCV A AL 1) A A= 35 ToAH S,
fHcondon25 GEEALEERISARAEALT T w4l il 3%
fa FALTIE W40, B0 125 GRFA HE R w70 i
RUEEA LN, GEE A AL P TR MG T TGF-B1/K
PR, M KCE T GF-B1REM T 22 Fh f s
AN M Th e, HEMTTHE AL LM H C VI G 45 )= (1)
B EZ —. PereiraG WIS LN A TGF-B1%
Tt 125 CEE L R JEHC VI YL J I 27 Ak 1) {4
POREDEL A2 Suzuki 25 R IE B 110 5L
ZAME S A R A AR M. Gewaltig
SRS R TGF-B1EE R 2 251 S HC VIR G Bt
BUR LT YRR FEAR G, B 1 1047 pise 2
R (Leu)/ [l Z R (Pro) M1Pro/Prodk K 3 Kk AL £F
YL LE Lew/Leud& (R R PR3 4%, Kim 25
WS R IS5~ 1047 5 Pro/ProEX Leu/ProJ K 7Y
B R ARSI RS T Lew/Leudk I35 . SR
X T A~ 10K PR 2 2 117 5% 0 pA) 28 i 9% U e o
WA ik — AR S

5 FHRFSHNRSEEERITIESHCY
RRPEETHKFR
BURBUR BRIRAS @A S, A A R E P i &
H, AL4EBURER N AT AL 1 22 24 8/ 75 2 I B 1
fff(double-stranded-RNA-activated serine/threo-
nine protein kinase, PKR), 2'-5'5 IR IR &
(oligoadenylate synthetase, OAS)FEH KM
Jpi 7 (myxovirus resistance, Mx)& 1. PKRE
PR S . BIEAE D fE, oF 4 i i A KR )
T HARZIT M. OAS RSN UL S B b
RNAT 732, MxEE 1 95 M 5 2532 i
BELAG 93 753 11 52 06 X S8 I g i A R 2 A
EHCVIE G A G ST 1R N AT 4 % D)1
3‘%/%[40].

KnappZ5“WF5T R IO AS-111)3IE i X 1)
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GGHER Y SHCVRFELEGAT G, (BT
J7 IRV JGOR, TMPKRIEPR-16847 i ()T TH: P 44
A FHCVIN A BEER. Suzuki®S B R
Mx AKER-8847 15 (I G/TZ A1k HHC VIR DL
JAEN IR TT BCRAT 5. A% A0 s T4 A7 35 PR B
B LI B T ) T A TFNVR YT I RE A
SN, B R TSV JE R T B — N R T B
BRI DRk 8 3R, FEHLHIA] REAE T-Mx AKE[K]-88
P R T3 TR I O 3 v T % B R 7 41 5 1
e F % N e (interferon stimulated response
element, ISRE)[¥ [R5 VE, X5 HT H A 2234 Hi-
jikataZE: P HRGE IMx AFE N -8847 1 G G4l & T
HIFNIRYT TR R i 45 A — 3.

6 IIN-LERZEMH SHCVRERERFIXR
IFN-A(fLFEIL-29. TL-28 AFITL-28B)2—2H H19
BEEOBUBER N AT T 1) 22 M 40 i n 471 J) i S A% 4
J{d(peripheral blood mononuclear cell, PMBC)-.
PSSR il (dendritic cell, DC)FIHeLa ff = A&
FRE 70 A 40 3. TEN-ARERRIAL T2 195 Yt ik
e, HPIL-29E FIAT 5ANAh 7, TL-28 ARIIL-
28BEEH oA 1, A AT 138 A Tl i i T AL
) TT 2S48 ffa X132 AR TL-28R o FITL-10R B —
R, iETak-STATAS 5 1l Mok T4 55 2
Hills  FMHC- T 214, 35 17 [ A fe e figk
131 S R GERIPUR BN, AEPUN 55 o
R R AEAG AR,

FH 2 H Thomas Wi T /388 IHCV H
BV 8 5 620 HC VRF AL G & 11 40 41 b A
HROR IR, TL28BJE P B A/ FE P [ rs 129798604 1
ICCIHF B SHC VIR A FRIGER A S, [FINGe
LU T PITH C VIR IT W 50 A 3L IR 41 56
PO BT 71 6002 9 K 5 i LR Y R 300 4 1
IFN-A3HTL28 B [l B JE DA ()48 S (T/ TR 7 4
C/C) 2R MN LT 2 V67 IR BER 32, Lik &
KR R (P = 1.06 X 107) ik S i E i & g P
=2.06 X 107), %A LA IRIT RO BIAT. Foni%
R ZESUESHCVEBREE R BT ES
R ARIBE A 24 5 IR VR 7T RO A G, HARE
% TanakaZs ™1 iiF S21L-28BIE K S HC VIWIFN
IO G, AT RE S — Bl REAS TR A 2L 58
TBIT UG M AEY A bRl

7 RBEEEEHZEERITME SHCVREREE
JFBVIRFR

1% 18 G 45 1 32 4 (low density lipoprotein recep-

www. wjgnet.com

tor, LDLR) &7 4 a2 [f ol a1, i ok
S I JE ) SR L D LEE N 41 e, 7
U 288 110 2 3 o R A A o JOEL ] P A e
AR . S0, LDLRIEHC VI = 40 ffa ik
AR BEMEHEHCV K 3 1 JE H A 35 1N
Jfl. LDLRIERIAL T 28 1945 Yt 1Ak B A s,
18N A FITAS 75 1A, it 8604 2 I
T3 IR S AR AR 2 1. LDLREER 5 A8 1] 5 [
LDLR 1368484k, B2 AR B AR i R

Hennig% W50 R MAELDLRIE H 4h 1
101913 39747 M Z AT (G—~AZF) 5HCVI H
BRYE B AT OCIEE; 3" IR gR S X )31 12547 f 2 &1
(G— A5 SHCVIRYT J5 ik 85 RS N 25 K.
X 58 2 F Mas Marques®: 145 H 1) 46 5 —
3, ARABATT R IR IX L S IRAN A T HC V-1 11 ik e
H. X st REURLDLRIEHF A A T mRNA
FasE Tk, S TLDLRACHIRIE, AEURH
JEPHCVERTT Ja 74 T AR IR IR 45 5. 1M
RSN LDLRIEF AP 112 Hine 1147
MEZEMECEL16 T30 % T RT—~CA& )M HCV
() IR J I G Ji5 1R 45 JR T RE AN IS AR AL X
Al fE 2 T AR A Z MELDLRIE R 2 &4
B R AT AR 5 P31 2 e R P 88

8 MERERDTHSHCVRRRELFHIXR
1ML {49%5 (hemochromatosis, HFE)J& Kl & —F 5 ik
AR G, Bk 7 T AMEEHC VAL i, 4
IAEACAE F, R R R 1, BT 32 k.
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