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B~V XZA T4 )V A (herpes simplex virus,
HSV) 13k MERED S B SR EE B sk D ARAR I BN
MER<, KRECHME AR OMBICERE LAEN
WKRATS. E A TIIWBREICERKIEREZET
B5ZLIIMTHSN, %< DHEEIIERELZ pRAL
LTkt MEAIZERL, FRICDE> TEHELWVD
MeHE THZ DREZFIER Y. HSVOERER
HERKECHIRMRRRETH DM, SRS
OHfICEOREKS LIZUITENRE L85, BR
FICIHIRR 2 I 0D, MERCT RUERRE
F2 DIRNVANZABRIED H B, fAEICHIET 5
AEANIN R ANTBE SR TDIRT NI AEESL
PEHEOABREZECRADOKRRNE bR EER
REETHS.

AN AR AT EE U THMANVRZITAIVA 1
B O(HSV-1) ICKDABERIETH DN, ZDIREE
BROEEKRFTROENNS LR ERER &0
IND. EEBABEANNRZE, ZXHREHREN
IR L TWZHSV- IR A R L A &
DIEZ DRFIC K D BEEMRIEL, RHEETH DA
RO bR N THEsE L TAR EEHREEEL S
bOTHSD. —F, FHUARNIIRAZABREG
MiE7s & MR E IR S NZHSV-1HRICH 9
LERDORERIENEDARIETH Y, CD8 T cell®
UM N - 2IRETH D EEZ H5NT

FRR104E-12H 24 H 52 B

W5,

HSV-1id & MZxd 2 8ftEN®RS, %< OfEE
MERAT B ETICHSV-LIC K BEEE D IFH T LN
HENTWSE, OAREZIIUDEEEEICBNT
B2 OEEREORE & & BITHSV- 10O PSR E
BNEL<IRDDDH BN, HEFEHFITHBITBHHSV-1H
Yo EFIMERE L TEETHD, 15EN5
251RIC BN TZDHKI60%IZ PG D E 7 AR
S5NTVSEY, LnLRENS, EBROEKRIZBNT
{SHSV-11Z & 2 A IR R 2 F9E 9 2 @ RIZD 8T
bV, LODITEFRABEANIRZIE LRI AREA
IWRZ EHBRL THIE S NZFEERICUNRERT™,
Lo bR S L <IZERITHZ > TH—EE
ICHRDDVWEIHEET HEMEZATS. EHUAR
NIVRZAZEDSEND Z DK D 7R EF R
I, T DFEAER BB R R R GE R R AR T
NEGELTWAIELEEZRBL TS EEZS5NS.

Human leukocyte antigen (HLA) &7 Ofili& L
THC - JEHCO#R2 5 N EYBRAICKHT B4
EHE L AT LORLHEREZES THD, £0%
BAEIC X o T4 OERICBIT 2 %EIRE DR R
EREDTTWS. HLARZRZ DS FHER S TN
RGBS AT LR TBEREDENNS, EEL
THLAZ J AR EHLAY 7 ANFIURICKBI S 1
THD, 517 JAWIRIZHLA-ABUR, BHIE,
CHIRIZ, 7 7 AUPFEIZHLA-DPHiE, DQHIE,
DRAIRIZENENHEIN TS, 7 7 AHKEIK
FE L TCD8" T cellz st L 7= flifat: iz, 75 A
[IHIRIZCDA" T cellZ At U 7= Ml o 5 5% B K N i
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123456789111 1
3

il dintcrnal control

dinternal control

internal control

E1. PCR-ARMSI#EIZ K SHLAZ 5 A1 (HLA-A*, -B*) 7 U )L
y1EY

ZDOY 7))V (NIS-118) TIIHLA-A*24 (lane 6, 25). HLA-
A*26 (lane 8, 9). HLA-B*51 (lane 40, 47) X UHLA-B*40
(lane 43) ICREMN ROHBEMRD SIS, M #FEY
e

PCR-SSP PCR-RFLP PCR-RFLP

DRBI DRBI1 DQBI1
12345 123456 123456789

268bp=>

(a) (b) (c)

E2. PCR-SSPi#: 3B L U'PCR-RFLP#IC &K BHLA Y 5 R 11

(HLA-DRB1*,-DQB1*) 7 UNZA¥E > % (NIS-118)

2-(a) : PCR-SSP{:1Z &k SHLA-DRB1* group typing
DR4 (lane 2: 268bp) 3L TDRY (lane 5: 193bp) IZ4F
RENY ROHBENRD 5N S, lane 18 K Wlane 31T
¥ 5N 5\ > Ridinternal control,

2-(b) : PCR-RFLP£IZ K AHLA-DRB1*0901 / *04057 U )V 7 A
TDOINY RISF—>

2-(c) : PCR-RFLP{%IZ & AHLA-DQB1*0303 / *04017 U )V 7 A
PAIADZ WAL LD”

REIZZNTNEELTWS, HHEEIRBWL
Tid, BEMBHRAPLFTINIL T —2E L0 ET
LEREBEBOBILST, R—=F v MFEPVogt-/h
M-I E 7 EfE 4 OIRFERBICBWTHHLAE DM
BIMHEE I N TWBH, HLAE OB ZH S NI
T25ZEE, ZLOEBOREZHEHL TN LT
BANICOEELREREZODDEEZISNS.

FREIbNDIIL, EERMAPEA)L R DERKRE S
HIRFEN 5 Z DFAE ITHSV- 1R 1T $ 5 A fk s gis

K. EHERAPENN AR ZEFBETOHLAZ SA T YU A
THE

FEfIRE xfBRBE

N=26 N=100
52 alleles 200 alleles
HLA alleles n AF n AF GiE P&
A*02 12 0.231 63 0315 1.454 0.228
A*11 5 0.096 20 0.100 0.007 0.934
A*24 16 0.308 68 0.340 0.196 0.658
A*26 8 0.157 27 0.135 0.120 0.729
A*31 7 0.135 14 0.070 2.023 0.155
A*33 4 0.077 5 0.025 2.688 0.101
F G,=6.488
P,=0262 (df=5)
B*07 2 0.038 16 0.080 1.226 0.268
B*13 1 0.019 3 0.015 0.045 0.832
B*15 6 0.115 20 0.100 0.103 0.748
B*35 4 0.076 28 0.140 1.640 0.200
B*39 1 0.019 8 0.040 0.594 0.441
B*40 15 0.288 37 0.185 2.540 0.111
B*44 2 0.038 12 0.060 0.395 0.529
B*46 1 0.019 7 0.035 0.374 0.541
B*S1 11 0.211 20 0.100 4.241 0.040
B*52 3 0.057 23 0.115 1.653 0.199
B*54 2 0.038 10 0.050 0.127 0.721
B*S55 2 0.038 4 0.020 0.538 0.463
B*S6 1 0.019 2 0.010 0.265 0.607
B*58 1 0.019 1 0.005 0.854 0.355
Bt G5=14.595
Pp=0333 (d.f=13)
AF: 7 U VBB

G, :HLA-AZT Y MIBIT HGIEOEHIE
G :HLA-BE7 Y MZBIT BGEDEEHE
df: BHE

P,:G,=6488IZ8I1THPfE

Py :Gp=14595I8BF 5Pl

INEDOERENEES L TWEEEZ, KBOERIC
H5RBFEEEFHEMZHSNIT 5720 EERA
BEANIV R ZIEFNZ DWW THLAM M = 7R (7Y
W& AT BEORNTEiTo 7=

Fik EEH

A

Ficoll-Paque Plus®iZAmersham Pharmacia Biotec
(Buckinghamshire, England ) KD BEAL7Z. HLA
class I SSP ARMS-PCR typing kit*d12th International
Histocompatibility Workshop THWSN/zH D % fH
A U 7. Amplitag DNA polymerase®d Roche
Diagnostic Systems (Branchburg, NJ, USA ) X0,
DNA extraction kit EX-R&D*, Smitest HLA-DR DNA
typing kit*, Smitest HLA-DRB1 DNA typing kit*$ &
U'Smitest HLA-DQB1 DNA typing kit* i3 ¥ &K &/8& T
(A2t GRE) K VBALZ. Biotest Elpha
DQB Typing*{3Biotest (Dreieich, Germany ) & ¥ i
AL



BEF Al EERABEAIL R QG RIE S HRRT 5

2. EERABEAN)N R ZIEFRETOHLAY S AN 7 VIS A
THE

FEGIBE fogiikd

N=26 N=100
52 alleles 200 alleles
HLA alleles n AF n AF GiE P&
DRB1*0101 3 0.058 13 0.065 0.038 0.846
DRB1*0405 9 0.173 31 0.155 0.099 0.753
DRB1*0406 H 0.019 6 0.030 0.193 0.660
DRB1*0410 2 0.038 9 0.045 0.044 0.835
DRB1*0802 2 0.038 10 0.050 0.127 0.721
DRB1*0803 2 0.038 10 0.050 0.127 0.721
DRB1*0804 1 0.019 1 0.005 0.854 0.355
DRBI1*0901 12 0.231 36 0.180 0.665 0.415
DRB1*1101 2 0.038 ) 0.025 0.256 0.613
DRBI1*1201 1 0.019 4 0.020 0.001 0.972
DRB1*1202 3 0.058 4 0.020 1.818 0.177
DRBI1*1302 3 0.058 8 0.040 0289 0.591
DRBI1*1401 1 0.019 9 0.045 0.843 0.359
DRB1*1403 1 0.019 5 0.025 0.062 0.803
DRBI1*1405 4 0.077 2 0.010 6.104 0.014
DRBI*1501 1 0.019 11 0.055 1.353 0.245
DRB1*1502 3 0.058 23 0.115 1.635 0.199
DRB1*1602 i 0.019 1 0.005 0.854 0.355
R PP L% (7]
Por=0.569  (d.f=17)
DQB1*0301 7 0.135 21 0.105 0.352 0.553
DQB1*0302 4 0.077 15 0.075 0.002 0.963
DQB1*03032 13 0.250 37 0.185 1.050 0.305
DQB1*0401 9 0.173 34 0.170 0.003 0.958
DQB1*0402 1 0.019 12 0.060 1.724 0.189
DQB1*0501 3 0.058 15 0.075 0.196 0.658
DQB1*05031 >) 0.096 7 0.035 2.881 0.090
DQB1*0601 5 0.096 29 0.145 0.358 0.904
DQBI1*0602 1 0.019 13 0.065 2.051 0.152
DQB1*0604 4 0.077 8 0.040 1.106 0.293
A Gpp=9.723
Ppp=0.723  (d.f=9)
AF: 7 Y VEEE

G g : HLA-DRBI% 7 U M B G IED A EHE
G po : HLA-DQBI& 7 U M1 HGIEDARHE
df: HEE

P g G pp=0.56912351F % P i

Ppo 1 Gpp=0.7231 8541 5Pl

PSE

H R B 2 BB R BE IR BT 33 W THRE B A i
NIVARZ LW S NI 26IER ZHREL, TNEIE
BIREE UTc. EEBABEAIRZOBWNIL, MBRET
SATMEEIC X D ATIREFT 2 BRICTT o /2. #EMEA
TRRFEM, FIBCIRIR S T VE A AR E TR IE,
WNEHE A IR L EY S, fiENMEBE T LT
12 EDIEBERT R OED, BEERICH T AIEE
HOIFFL-CRE S & ORYEALHT R 5 N AR
ROBET2ELBE L TREMNITHRIKZE 21T

o7, WRRIEEDRE AN1006] 23t R & L /-,

MEBEO2ZFICBNT, BEAEBOERELS N
Rt T REARN 2 HEBLBREICH TS ABEANL
RADEENIZNZ L 2R L7z, FEFIBER S TNT
MEEICH LT, HREOEM, FHRINSGE, T
BOBMTHBIEREDA > TA—L RO
c&EfTn, BEICKXZRAEEZRGE.

HLAZ 1 E> Y

SiE BB 3 K OO BEBE K D £920ml D R A F# ik if 2
AN ZIMESEIZERIL U, Ficoll-Paque Plus® %
W BEAREMEIIK DY >/ EROBEZTT 5 72
s SrEEL 72 ) 2 ONERITIRAZE BRI B R
FL, HLAZ A E2 7 2T DRiIC@ME L TR,

MIEER S A 2T, #ERENEY >/ BRI
BERRICEDITVN®, HAANIZED 5N HHLA
REHRLICRRZITo 7. 75 AHFRIIOVWTIE
16 DOHLA-AGR, 23 OBHiIEB I U7
DCHIFICH LTI ES V2T k. 77 A1
FIZDWTIZI5EEDOHLA-DRYUR 72 5 NC 7
DDOHREICH L TH#EZEIT>7/=. 7=7ZL, HLA-C
PURIZDWTIIHIR EHR O RIBMEE <, HIENH
EETREGINZ 0 o Te Te DIRIT DI RN SRR L 72

TUNETAE T, HERED 2 /S8R S Hl
U= EAEDNAZ F W, REkDNADMTIE,
DNA extraction kit EX-R&D* Z A V) 7z guanidine HCL
method?IC L D757z, TRTOREKDNAY > 7
W, BEZ100-150ng/mlICHELZDXT
Polymerase chain reaction (PCR) 1KIT& U #iE L7z
DT VIIEAE S TITHWE. PCRIZIZ i #44%
DNARY A5 —FE2MHAL, DNAMIEEEIZ
GeneAmp™ PCR System 96008 & TXGeneAmp PCR
System 2400-R (Perkin-Elmer, Norwalk, CT, USA) %
212yl

HLAZ 5 Z17 U )V & 1 E > 7 iZidAmplification
Refractory Mutation System (ARMS) " (K1) %

3. EERABEANI R ZEFIRES J O BRI BT BHLA-A*31 &-A*3372 5 NTHLA-B*51 &-B*40% combined frequency

fiE Bl BE pogictcd

N=26 N=100
n n RR GlE P&
A*31+A*33 11 (42.3%) 19 (19.0%) 3.1 5.646 0.018
B*51+B*40 18 (69.2%) 49 (49.0%) 23 3.479 0.062

RR : fExtfERRE
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AWT3IEBEOHLA-AT UIIVY 1 TH X585
DOHLA-B7Z U I A TIZODOWTREZITo 7=
HLAZ S AIIDRBIZ VIV F A ELFE, £7
polymerase chain reaction-sequence specific primer
(PCR-SSP) {£%Z MW THLA-DRY Y )V Dgroup
typingZ 1T > 72D 5B, polymerase chain reaction-
restriction fragment length polymorphism (PCR-RFLP)
I TA3EBEDHLA-DRBLY UV & 1 T&IRE L
7= (K2-(a), 2-(b)). HLAZ 5 211 DQB17 Y )L %
1 ¥ > Z13PCR-RFLPi%»3 X Uenzyme-linked probe
hybridization assay (Elpha) 1£#*%& F\\T25ED
HLA-DQB1Z U &1 FIZDONWTHREZIT->7- (K
2-(c)). 7&B, HLAZ S A7 IUNEZAE L T Tht
1 L7ZARMS#EB K T'HLA Y 5 A1l Dgroup typing T
HifT L 7ZPCR-SSPIEIZBWTHWEZT 51 < —13,
wWIFhbBRicBWTHRESNEH SN Zb0EH

A 7‘-: 19.25.26)

ML F IR

TRTOY LTI DWT LEOHLAY A B>
TERITLIZDOS, EFRREMBREODNETE
HLA7 UV A THEOBKRF 21757/, #at
FHIRHTIIZG test 729 VY, PEA0.05K % D 5
BERETFNCABEZHLDE L.

s N

HLAZ 5 X1
RUTRERIBEE MHBREICB I B K7 T AT VLY
17 (HLA-A*B X T'HLA-B*) OBE 725 NTH
AHERIBRT O R Z/RT. HLA-AT VLTI
MTWINOTVILY A TIZBNTHHEFHITHE
EOREEZEIRD SN 7D, EFEETIE
HLA-A*31 EHLA-A*33 D NERIAGED & 7=
HLA-BY V)L T3 A BEE & bhr U THEFIBEICB W
THLA-B*51OBENEML TH O, —HMTHE
FHBRABENRD SN (P=0.040). F/=, #
FHEMBRABREIIRD SN o7z, EFIRICH
VW THLA-B*40D B EE AN M) % o1 L 7=

HLAZ 5 11
RAEFIH EMBRICB T 27 T AT VLY
47 (HLA-DRB1*# X U'HLA-DQB1*) O#iE7R5

BT FHIBT ORERZRY. HLA-DRB17 Y
VT, JEGIEEIZ BV THLA-DRB1*1405 D #E A
BMmMLTHD, MBEEZODWEICHKE FNLE
BEZRD (P=0.014). HLA-DQB17 UL T3 —
HEICBVWTHEIFNICHEEDEBEEZZ2BDET
JIVEETE LN o7z, LML s, EFEEIC
BUWTHLA-DQB1*05031 DHEAEMAFRD 5 7=,

% =

FEIOMATIIRERABRANI R ZADOBEENDH
DIEFIFEICHWT, HLAYZ 5 A17 V)V TIIHLA-
A*31, -A*33, -B*40B KX UAHLA-B*51 D 4 FEED T V)
W& A 7MW, HLAZ 5 A117 Y )L TIZHLA-
DRB1*140538 & T*HLA-DQB1*05031D 2 fEE D 7
VA TInEn T BEE & Lk L THE D
MZzREHTHY, EHEMABFEAILRZA O RAEITF
RASHLANBE G L TW S [ REMEDVRIE S 17z,

RN R A EHLAOHBSICB L TI@&RICH
W DNOWFFENHRE SN TSP, Zimmerman
SIEEREED ERBABRAI RXZAEFITHBNT
HLA-B5 OBENERICHEML THWHEHREL T
W5®, F7zDamgaard-Jensen 51, EER & LRI
OHERRE NI L TWARWA, AL ZIEH
BN THLA-BSOBHENARICHEML TWD I &
ZHEL TWn5E0, BEHLA-B5IZIZHLA-BSI
(HLA-B*517 U )l) &HLA-B52 (HLA-B*527 VU )L)
MELTNEEEZSNTWSAN, Zimmermand
& U*Damgaard-Jensen & O #  TIFHLA-B51 B L
HLA-B 52BMTOHERTIITHON TN, L
MUIENRS, IS OMANTTONIEMBITE
FBHHLA-B51B L THLA-B52D 7 U IV EE L,
Zimmerman D7 A ) 71 &R ETIFHLA-B51=3.7%
BEUHLA-B52=12%T®H ¥, F7zDamgaard-Jensen
50T > —7IZBVWTIFHLA-B51=5.7% B L T
HLA-B52=0.7% & 72> TH0D», WIFNOHERIZH
WTHHLA-B51 DHEENHLA-B52 DBEIT L ARK
3I~8fFEEEWN. LENoT, ZhsoHmEIcs
7 HHLA-B 5 IdHLA-B5U1BAL T d 5 ] getEd @
EEZOENS. SR DNOKRETIE, EEHH
RNV R ZFEFIBEZ BV THLA-B*517 U VB
MERICTEML THO, AEANI R ZERPE &
HLAE OMBIZE L TZNS@EOWmE &IFIEH



BE Al EEBARANI RO RERIRFERIRT 7

BROMREZRLIZEEZLGNS. £EL, Thoil
EOH|ETIE, HLA-BS5 ZHFA L TWAEAIL
RZFEFN EERI AN R A OBEEND - 7= &
MOV TIRBAREIN TV WL, EERIAJRA
JWARZAEHLA-BS5 EDHMHBICDWTIIARATH 5.
—7, Meyers-Elliott 5 (SEFEMEDEE R AR
A EHLAE DFAHBIZDOWTHRE L TWBm, F50

HETIIEEBRABREANIIN R ZEHNIZ B W THLA-
Aw30 (A30) &-DRw3 (DR3) OHEEMNEEITHE
ML TW5), HLA-B5 OEEIHEBREEOHWN
FREZRDTHST, SERIODNONOME LT
B 5ERNHETVWS., ZOEROD—DELT,
BICBTH5HLALBEBEEDEWAELZ SN S.
HLA-A308 X T*HLA-DR 3 7 VU )V idMeyers-Elliott 5
MHMRELLET A HEREA AL TN &
WHETHEDSNSDIZH L (HLA-A30=2.6%,
HLA-DR3=10.1%), HAAEHICBWTEbLBE
H B MK VY (HLA-A30=0.4%, HLA-DR3=0.2%).
—7 HLA-B57 U)VIZHAANEH T & W HEE TR
BHoENDZDITHL (20.0%), 7 AU ABREAA
EH TR HBRBEEIME Y (4.9%) ». £HIC
BNTHED EHBHEDKWHLAIZER E O
BlICBNWTHBHEELEOOWZIZEBRENHIZ<
EEZON, REMICERIBZEHOERICHD
HLAHBBEDENWIERICEEL TWEHEEZ
5N5. £/, Jensenb IIEHRIABPEANINL R &
HLA-B5 EDMBIICDNWT, HSDOEZET4D
DIFEDOEE ZHETFRICUE U RZHRE L T
Wam, ZOWMETIE, EERABENIL R ZEFIRE
IZBWTHLA-B 5 OBENHEH A B
ZRLTHED, REBRBEHICBWTIIEER A
NJ)VRZAEHLA-BS5 EDHWEICH B/ HBEINR
OHENBIEEZRLTNS,

A EIDBFFE TIIoa R & L U TERIBICB W T
HLA-B*51OBENABICHEML TH, EHEA
BEANIVRZ DFESE & DA B/ MHBENRD 5 e
ZDMD Y 5 A17 V)V TIFHLA-A*31 EHLA-A*33
N, TNTHEFBICBLWTEWEEZRLE (E
). INs=207 VNI TR ENTNEMT
W HRBEE DB WEITHETFBRABREZRD M
ST, TDEEDLEETINY A THEEBTL
L ZAMBRE DD WIEITHEHFHLAEBENR
HoEN (%3). ASIBITABO-DOHLAKK

AT, EBI, HIRRTFRNOT > H—T 3
J BN Leu-Arg, Val-Arg, Try-Arg, Phe-Arg &3>
EEOT I BEY (FA—EF—7) BAT
ZRTFRBEETHEEZSNTHOY, NS
“D@OHLAHFEIZFE CHSVHIRAR T7F RZT celliZ
RRLTNBDAEEENH S, Lo TIORERIT,
FRIIZHLA | HSVHURR T F RESERICHT 2T
cellD RIS EE B AN )X A D FEEFRAE IR 5
LTWAHAREEERETLZDDLEEASND.

HLA-B7 UV TIEH BB & O B WIZITHEHEH)
BRAEBZEZDRDSNZHLA-B*51LL541Z, HLA-
B*40DHEMNEFBICB N THEML TWz. HLA-
BA0VIEFIBE THEINEM D A 5 N 7=HLA-A31, -A33
BEIUPHLA-BSIOWTNOHEE HIEDT >4
—EF—TEALTORN, LALARNS, &3
IWRT LD, HLAB*S1EGbEAET IS AT
BEIIEFIREDTORE<IELTH D, MEEEOD
BWEITHETFHBABEILRD SNV DHOD
(P=0.062) ZD=DDTVINFA TZEabEIMN
ERRII2IEEEEZRLTWS., 2O EIFHLA-
B51EHLA-BAOE DB NWEIZHRFE S AT LICHEET
LIRS DOIERTFNEEL, EHUABEANILAR
ADFRIEIEHD > TWBHAREHZRBL TS &&E
AbNB.

E hoBE, HLAFFEEBRZI - FI 5850
BIE TS 6 Rk L IT#I3500kbp D T
DIE>THEELTWSA, @E N5 OHLAER
FRII B ET> TRIRAEHEAIND. £
R, B D D NISRERNICRES N-EHICBN
TiE, »BHEDY I AI7INIATE 5 AT
VAT EDMABEDOENEHEICHIE T 5 HEM
NHEET S (EHEAESE). 07 RABLUNT S
ZN7 VIVE A 7 DE§HIThaplotype linkage & & i
N, NELRED D WTEBHBOENWIZL > TH
BB E D & W haplotype linkageD /X% — 213 R72 5.
GE Y7 7 ZANT VIVE A TITDOWTIIEARIARFEA
VR Z DIEFIBEIC B VW THLA-DRB1*1405 & HLA-
DQB1*050310¥MMNEBH 5N . HLA-
DRB1*1405% A 9 5 JEH13 26K Bl H4REH| TH - /=
N, TDOITXRTOERNITHBWTHLA-DQB1*05031 &
DEEHMNEDH 5N, T 5ICIDDRB1I*1405&
DQB1*05031 DHEHZFH T 5 4 fEF DI X TIZHLA-
B*40E OEBENADH 5 N/=. HLA-B*40, -
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DRBI1*140538 & T’HLA-DQB1*05031 ® #gH % A A&
NI BN T LB & B 12388 5 1D haplotype T dd
D, HLA-DRB1*1405&HLA-DQB1*05031 DN
{SHLA-B*40 & Dhaplotype linkagelZ & % FJGEME AV E
weEEz ohi.

REBABRANIV AR ZIEFIRH B W THETAICE
BIoBEOEMAMNRD 5 N7zHLA-B*5113X—F =
v MR ERWHBENSH D Z RSN TS, L
MMUIEMS, BEDE Z AHLA-A*3L, -A*33, -B*40
ER—=F v MEEOHBERE SN TWRWN. 4
B DO T, RERIABEANI R ZEFBICBNT,
HLA-B*51& & H1T HLA-A*31, -A*33, -B*40 CTHE
DOEMEMMAED SN/, S SITRED#E T
HLA-BEE T HE DL ITMICA geneDFENMER X
., TOHOMICAE geneldR—F = v MEEDH
W7ZIZHLA-B51 K D i WAHBENH 5 T & AVRME
SNTNB%. MICA6 geneldHLA-B*44, -B*518 &
U'HLA-B*52D 3EEOT VIV & A T & & &Zlink L
TWaZENFeNTNEN®, SEbhbinn
HLA-B*44, -B*518 L U'HLA -B*52&&bE7=7 Y
WA THEZEFIREE RS THERLZEZ S
“HMICABRETED O NT, EHEABAIL A
AEMICA G genek ODHHBHII R S NaM o7z, L
Mo T, SRIOHRIIEERIABEAIN R ZKES
BRBbDOEEZLND.

BITE, EERABEANIRZOFRIEREBICIZRZ -
DO RERENREE L Tha EER 6N
TWws. —DIICD4* T cellAHLAY 5 ANHR %38
WY D LICKVBIEFRI INDBEELE B ST
HO, H5—DIICD8" T cellBHLAZ T AIHi %
RS B T LK VAU 2 HFE R B 7 i b
JETdH By o, SEIORRTIE, FEFIRE S B
Z g U728 OHLA-A, -B, -DRB13 X X-DQBI
DETVIVEEKDOPE (Pa, P, PorBLUPDY) I
Pa =0.262, PB =0.333, Ppr=0.569, Pp=0.723T&d
D (E&1,2), EEBAPEANIVRZDREAEIIZHLA
77 AR OB ENRLVEETHLZ EEREL
TWa., ZOZEEFTAMINAREDOHNERTIRDIR
RISHLAY S A FIZE > TR EINB I EEFE
LTHE57, EHAAPEAIRZDFRAERFREICH
THLAZ S AHIEB L VCDS* T cellZ N L 7= H1H
Fr RAOMRRTE RN EE R REZ I/ L TN EE
AHBN5.

FEEAABEN) R DFRIE R E OHLANE 5
LTWBZEMWRSI N, 2D &R, BHEDMHEK
WCOBHRERDET ENWIRERIAWAILRZD
ERIR A HRE DY, MBIR O 53558 (O R A 1K
FLTWBZEERBLTWS., 512, EHAA
JRANIV R DIFEET B 5 FERIGITIE, HDEED
HLAZ 5 ZAWE S FIZ & > TIRR SN BHSV- 1 §i
JERTF RMNBEERKREZRZL TV EEZDS
N, BRI REREZSIEEIITHEXXTF RO
BRPHLAVIRES FO7 o H—FEF—T712&o5 T
RSN TS RER b R I N, 5%, FIEAR
TF RERHET AT celO TE b — T MAREMHRE T
DOHOHIRZMIN TS EICkD, EERARA)L
RZDIFEDEIACH /= 26 iE D 5 WITTFRHED
MSLICHBLGSEEZ 5N 5.

&II

5

AW, BREBRZEEFHRTAINAEEEED
EEMZEE L TiITON . RFEICOLEHEEE A
am X DR 28 0 £ U-REZEER (EEEX
FERZERT A AFHE) 755 NI AHERBR
(O RFEAIRIFFEHE) ITLKDEHNZL
Y. &, HLAZTEJICBEL THEEESB K
Vg hEWEEX LBEHIREE, RILEKE
ek, FIHE-BRR (BIEBRFAEFETY IV A¥
HE) TEHMOBERTDELBIT, AHEDOLM
ZH 7z D & W2z Il DR 2R IR AL
BEBDHAITHEEZRLET.
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Immunogenetic Analysis of Stromal Herpetic Keratitis
Hajimu MAKINO

Department of Ophthalmology,
Yamaguchi University School of Medicine, 1144 Kogusi, Ube, Yamaguchi 755-8505, Japan

SUMMARY

Almost everyone has experienced subclinical herpes simplex virus (HSV) infection by adulthood, however,
only a limited number of individuals develop recurring stromal herpetic keratitis (SHK). It has been believed
that the immune mechanisms participate in the etiology of SHK. The clinicoepidemiological characterization
of SHK suggests that the sensitivity to HSV antigen in the cornea might vary among individuals. To clarify
the etiological factor(s) in SHK, we investigated immunological background of the SHK patients based on
their immunogenetic features.

Immunogenetic background of the SHK patients and healthy control population was determined by HLA
alleletypes using peripheral blood lymphocytes.

Frequency of HLA-B*51 and -DRB1*1405 in the SHK group were significantly increased as compared with
those in the control group. The frequency of HLA-A*31, -A*33, -B*40 and HLA-DQB1*05031 seemed to be
increased in the SHK group, though statistically not significant.

Increased frequency of HLA-DRB1*1405 and HLA-DQB1*05031 among SHK patients seemed to result
from the haplotype linkage with HLA-B*40. The clinicoepidemiological features of SHK were characterized
by specific HLA class I alleles (HLA-A*31, -A*33, -B*40 and HLA-B*51), suggesting that the antigen
peptide specific immune mechanism mediated by CD8* T lymphocytes might participate in the etiology of
SHK.



