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HZ OFRICB VT, Fe TRk eiins &
FRHHECL», —BINCHEROFER L L Tix, B
fiE, BIEE, BHESEZENEZON, FTENLLD
SR TN DD, e L CRNEEBOMEENTE &
WISE L H D5, FKIEMICIRIC BRI BT RE
&, EEEREEREE L TIER T w500, #EmtE
JAFAMEREE D% < 13, EERRIZERRERE I
ZLL, TOEBERDLZWED IXZ %ﬁbuﬁk@%
B0, X o TR O FREERE OB L
PSR BVE O AT REME & S B MBS D D, ﬁﬁ
% { OEEEFPAEFEE T, REEEFRE SN,
HEEZW b HIBRAEZ 12D D0 b 5, ZOEEHER
HAMFEAE C T s N 2B & LT, KR EE
(familial Mediterranean fever, AT FMF) <,
TNF 28BS E#E (TRAPS), Hyper IgD syn-

drome (HIDS), Muckle-Wells syndrome (MWS),

familial cold utricaria (FCU), chronic infantile
neurological cutaneous and articular (CINCA)

syndrome 72 EDRH SN THE Y, RIBE T e
(TR AA7 o4 F—y22EREL, PETLR
&%, 7 FMF TR LS NWIERE L D579

AIRIEERSE © R IE3E T390-8621
MATE 3 -1-1  (EMIRFEFER R R FL
Vv~ - BIERAR
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IEFECEW T 5 2 L 3BBEOTFREIET 5 LTHE
WHETH S, REEIE, A TEImREE LIRS
nTwien, BETFEHVAERE K> T 51X, HA
WHEFIBNER— SN TE TV S, Ly s, BIE
WCBWT Y, REBIHT 2 REE X EEEEHE O
ThH, RLTEL &L, EMRZE 2 I3 1k
BEINTOWEN O SHELET 2D LRI N D,

SEARGFF T, #Hidhimh e o FMF &>
WTE &S NTZERIFHEIC OWTHEAL, Rk
HEEHEORHL, InE TOLURNCB T 2 REEAD
B A 12O W T b EICIRR T ARz,

I FigHAgs (FMF)

FMF %, RIET 2 FEEIEIRK, MR, BEMisR
7% & ORERIERE R L T 2 5 R OES R E R
H T, 19084F 12 Janeway & Mosenthal?iz & 1 #] %
Tt iz, FMF i3, SRR FREE T b
HEOEWEETHY, HFRTI AL ED B
FET2bDOEHEZSNTWEY, LHIO I L Hrpig
WIS IR & 3 2 R BE IR L TR Y, &
D b2 ¥ A (non-Ashkenazi Jewish) » b2
NeT TN TNVA=T NZE Y,

A FMF misH

FMF o & KB 77131997412 MEFV {51 & L
THE I N, ZOBEFIXBUEOY & /LD
RSN 259 F&E 86 kDa @ pyrin (H 31X mar-
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enostrin) % 2 — F L T %99, MEFV #{& 71X
16k LICFEL, 10EDT 7 Y TSI TWY
%, BEEEY)TH % pyrin 1, {FhEk, 7Rk, HER
WHFELTEBY, REMEYA b A A >~ interferon-
y ® TNFa ORI & 0 FERPHE T 5, BEE T
CHISOREEHLL EOERNHE SN T 1D, ZDHbH
M694V, M680I, M6941, E148Q, V726A ® 5 > @
EROBENFEVY, BERDZ 2T Y AP bva
AN TIiE M694V OBHEHE <, 1,090 D ~va A&
FOBIEFHRBEORETIE, M694V 12K \» T M630I,
V726A DNEIWCHEE N Z -5 727, Pyrin IZHIFEA T
WUINE (microtubules) 7 7 F Y IZHELTE DY,
NEKE#HHOPYRIN domain (PYD), CHimHINDB30.2
domain &, WFE DR D B-Box domain, coiled-coil
domain® 4 DD K X 4 > X DR ST 529,
NFEXig K X 4 >~ TH % PYD TASC (apoptosis -
associated speck-like protein which contains a
caspase recruitment domain)? £f5EE& 3 5, ASC I
IL-1 converting enzyme T& % caspase 1% 15 L9
%310 pyrin 28 ASC LfEE T 5 2 & T caspase 1
DOEMEZIHEIL T b, %7z ASC & caspase 8&
O interact #fHE T % Z &£ TNF-»xB D E M1 &
apoptosis ZHHI L T 513, BIROBEE DL W5 D
DEREDN, E148Q LAFME 3~ T C Ko B30.2
domain N I f£1E ¥ %, Pyrin ® C K il (B30.2
domain) DOKEREIX L < b o T oTzdd, il
B30.2 domain %, caspase 1D¥EMALZ EENHIL,
IL-18 OFEMALRREA L T2 Z EBHLLICS
721, 72 M680I, M694V, H 5\ id V726A DZ S
2 A L7 B30.2 domain TlZ%, caspase 135N
FINELEI L T2 2 EDBHE TSN TR B,
FMF 831261 2 RIEEL OB OFEM X v % 728
5, Tl vy, MEFV R FARIC X Y pyrin ©
FEURT H 2 0 IdBREEE 2 £ U, REEAI A7 —F
ZREMTERNI L ICHEEL TR EFEZONTNS
(B1),

B FMF OEREREEIRDDV1910)

HRIFNCIE 1 ~4 H (6 ~96H5H) e < 38D
FEEL & IR SE « BasiR - BEEZE 72 & O B SAE
REFKET 2, FERXKIRIIERTDH 2, FIEOH
BEREEO X5 RS 2855 3~4AHwz1lHE,
FFENI DD ELERTH B, FIEFERIL,
90 %BDEHET20MUAT TH 2, —MICFRZFFL T L
W FAE DS PRE R 2 EHAICH 5, DI
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R
PYRIN
PYD BB[CCI[B30.2]
| s
|Caspase 1AL ]~ IL-18 WAL |
il

[ ASC |~ NF-«Biftft || Inflammation |

Apoptosis

1 Pyrin OEERE
Pyrin 1338% ASC Li5& L, ASCLUTDREMES A
T=RNZEIHL T2 bDEFEZONT VWD,
%72 B30.2K XA > &N LT, B caspase 1DEM:
BEIIHLTW EFZ 6N TV D,
ASC : apoptosis-associated speck-like protein which

contains a caspase recruitment domain
PYD: PYRIN domain, BB : B-Box domain,
CC: Coiled coil domain, B30.2 : B30.2 domain

B DIERIZ DV TR T AV, o, FICH
FHOZ IR T RE COWTE LD sl
bOTHY, KPBHELELDE D L, SHOEH
BHE OB OERPLETDH 5,

1 FEEh

FEEVDHE 1Z1ZIT100 % TH %, 38E LA L DFEED
BORICHIRL, 128~ 3 HREERRT 2, BEL &
FOFADID, LI UIEEEOLSREITE(L LUE
RIRFEIZ 72 %o

2 MERER

WEFREFENE 1295 YD BEIZR 5N 2, FERIZ1~3
HiERsE L, BRERT 2, HEbRons 2 en%
WS, 10~20 % DOBEFETTHLRD SN 5, BV
AR CliE niveau T RBFBO N DE 2 L b b b, K
BRI RAMEITE & SR8 Lz, HRIEYIEROHZEY]
ez BELFELET 5,

3 MakER

Ml 1c & 2 g 1325~80 % DBHF ICFED 5 5,
MakErE R D SN B 2L b b D, MR 7 AR
El bbb, M5 ROEHETEFERE LS,
MCiEd 2 FERHICOER /S 223D 5,

4 BAEIR

BEfI R OFESE X, N TEE > Tnwb, 25
YATIEFE YDOBEFECE D SNEH, hra -7
Z 7 « TIVAZT NTIFA0 BRRE L HEMEV, T
RO RBEET (BRBEEN) OHBAMIZR THRIEL, FoR - IE
B - FEffEEMES . 1EMBEE CHAEMR T 25, 5%
DEETIERPBIES 5 Z L35 %, % < I3FEMIEEME
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TH 2D, FAISMHEREERIEI R %2, BbH 2 ITKEE
AL 2, (UGBS HBES b MciEFEE IS %,
B RETAREETE 2L b H BN, VT
EFEFROEMUL T L -0 T 5,

5 FFERERIEF (erysipelas-like erythema)
FERESE 1L 3 ~40 % L NI TENR oL 5,
I —H O TR ORI L S, R 2 BEIAT & 7213
EEHICHBF LT, 2~3 HTHABEEYT %, ¥
BOBETRICHS 2 LaiBun,

6 LIRS

DA 1E FMF B3 Tl IR <, $92.4 %0 &
FHiciRons,

7 Wi
THRRPARBRENEHBIEHE A EC 2 2 L 03b b, 6
T < FEE & T IR R A3 e W 7o fE B (protracted
febrile myalgia) b ¥ SN T3,

8 Zoft

[P 134930 % D BEICHD s, @HE Z OMEI
7 IuA NIE L EEES v, AEEARIEIHETH
%, —EBD T Mollaret Bl 4 DIRE D H % 23,
EARNC 13 FPIXHREREE I3FE0 & e v,

C RIAAZIOAF—2 R
KIEDFHEROELAT 2 G0HHEF, RIGHEAA
7iuA F=y2ATHY, @EBEEZRUVEEE 2
NEFERT B0 DR~ OWE FEETH 5,
H7I0A FIZAATHY, ME7 S04 FAEH
(SAA) ICHXT 2, B7 S uAf F=Y A TREARK
DHELL T 6 7~ 8 FHE TEARICED, 405H]
BTIRBIEIC T 2 2 %0, H#EF 2 FMF
DEFKIEREES I, B7 3vuAf F—YATHET
% HEH S HEE IR WHATELE L, phenotype II & FEE
hTwz BN EREROBELZETT S oA
R—y 2 2&H9 % b D %Zphenotype [ vy, %< D
B# 1% phenotype [ TH5)Y, AA7 IuAf F—v R
DFREMERAT £ L iz, MEFV {5755 H B
LTED, FHCM64V 2HT2BHIE7 Iaf F—
Y ADERDL I, iz FBEERO0, SAAID
BIEFLE (a/a)®, RRWNDOT 204 F—v 25
JEHEDEE R EBMEENTWD, RFEICBIT ST
IuA F—Y2AOHEHEIAERICL DV RE-TE
D, LI AR5 ¥ A (non-Ashkenazi Jewish)
THRIEHENFH WY, ga Ve F U OBRBEORED
7iuA N=YXDFEEb->TEBY, aveF >
DFAETPREG BTN 5 M, =8P A (non-
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Ashkenazi Jewish) FMFEZHDI) %27 S a4 K—
YA BEPL Tz 2 &% Sohar 5MFHE L Tw 5,
D MEFV &&F —ERRG & DRSE

MEFV #fx-T O & KB HAERE & o B i ART
XofERMEshTsY, =7V Y10NICH % a F 694
DR, D bir M694V #H 3 % BEH I, FHIFE
T, WREFAIENRHEE K 5, Floave T ik
BEAOEIEEZRL, ST I a4 F—y XADEH
BEARBWESEbR TR, —J, =27V Y 2N
D E148Q 12 DWW T i3, JRABIEL R, HER T2 Al
(polymorphism) Z DML WERREDOH B L 2 AT
H 2N, FHEORTIEi b BE CRERNMELE R
EFEZHNTWBEY, HERPIEHICEWTYH, M694l/
E148Q o &E~7 v HEEGHEE L D), E148Q D7k
ERAREEZEDTH, FEEE LV GERVBET
B o722, AEEBITERICITFYOES EELRMEE
BTh2p, FRBIECFEREDOREEAKRLEE
TUEEREEDLETHT0 U Lk, EYD30%
X, —/70 allele DIEEFERDHEATE R WL X
n, BHEEROBLEEALZET 2RBbHMEINT
V52,

E FMF 2EIZHIT2IMEX

FMF %12 Henoch Shonlein purpura (HSP) %
periarteritis nodosa (PN) 7 ¥ OIME RN EHT %
ZEWH B2, HSP 3Kz /NE FMFE #3112 & 6f
T ENHY, K, WE N, BEE ChEkEg
BR) 2ET 5 FMF BE&TlX, HSP OFEL 5 S
BN D 5, Behcet IFBDEHF b HE SN TH D2,
Behget 5% 2% Tlix MEFV B{EFEE ORFEFENE
WZEDBH S M E T W A2, Schwartz 5291%,
A4 A5 x )V A FMF #3123 \» T Behcet 5 D HH=H
73, Behcet 5§ DIFFEHIIRIC B 1T 2 HREL D B o
el ERHEL TV D,

F FMF &iER

FMF #1260 2 R OEF R, FEPRHE
DI B 2 WIFZFTEEMERR = LIER®, B2 0»IdHEE
DIMICHEI L T2 HEB 7% ERR TH 5P, IR O JEIE
RIMFITFECHI:Z 2B HREDDT, TEZRT
FEMZ 2 LR DY, Zha» S IR EE M IE
D, T2 BEROFEMIIHISh Tz LT, av
EF UIRAEFIETNETIE A RIS TV 57,
G FMF O#%REMR
REBICRRAZREN R 2w, RBIERICE, 3
MEkF D%, CRP E&, IMikIi#E, SAA EAED

175



* & IE

S5, RIEMXIICE, EEETH2 2 L%,
EROFEE L REMORIC, KT L b ER AR
RS v, ARSI DIL-8 & chemotactic
complement factor 5a (C5a) inhibitor O¥HHAR T A3
WESINTWEY, BIEHICIL « RS 73—V 7

SUPEEINT A 2 e, MR TOA T a7 S
YOMBERTVELVECWENTH L Z L5,
AT A=NT I VEZEORE LD o TSR
HERD 5,

FMF o2z, —Micix 3 HEBRERS T 2 %
B BBERFEAE RV R T, Z ORI 2 BRI &
D, REDAREMEZEED L olhE %, MRZHIE
X, EERIBE M TWw3 2, YRITHALTWS
Tel-Hashomer criteria 2% 1 127732, LaL, &
7 iu4 F—Y A THRIET 2ER (phenotype II) <,
FEED HRD BRI NBIEBI S FFET 5720, 2
DT NT TR, Bl L7 &k 5 RN 2 RE T
RignZ b Eos, WEBKNIIEE T2 25T
TR v, RIEBIEIGHEAAY Su A F—
VAREGHT LI ETTFERAIR LR 508, %< O
TaveF Ik, BEFHHISH, 7 I A F—
YANOHREETEHTE 2729, Fb LU UEHEER
WIBEFZME T T2 R&EEFEZ 5N D,

19844F|1z Barakat 5*i%, FMF B&ilch 73—
TIVTHB ALY T L —VOBIRES TR FHF

%1 FMF Q2
(Tel-Hashomer criteria)

Major criteria
1 — 4, HAFELE (R CRIOFEMELN 1285~ 3 HEsE X,
SEPA LV RINEHEEF D)
1. MRS (&)
2. Mg (—AE) 72 i30ER
3. BAPHENR (ReBHf, MRBIFN, 2BASEM)
4, FEDH (38FLLLE)
5. AEenlEmREls (s, BEERREERD 2 v,
FEEHHPE O H 5 VIidR W)
Minor criteria
1—2. 14U EOTEROMAORTER LT
1. Jais
2. PYHf
3. FTFBRO TR
4. ANETF O RIFRRISE

FMF O 121X major criteria ® 1 EHELLE,
% 721%, minor criteria @ 2 HHE F3HE
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INdZerRML, DEFARRLE L TfT Lz,
L LD s, BFEARTIEASY Z 3 7 —Vidiikoe S
NTWRWOT, ZOFFKRBRIMT TS 2w,
I FMF g

anveFroBE5ICT, HLOBETRIEOTEE
i, 2 WIIFIEHE DR, FEVEHR O RiE IR
TE2%, $RBOAAT IuAf K=Y ANDOfE
LFRATE, A7 v A F—YAREERTDH, ETOD
fZikRe, BEEOUREMRLHEINTWLES, T
tF ORI, MUNEOBESGEIZ, FHREROBEE
BERIIHIL T, RAESBALANDIFHERDOIFE 251 5 Z
riihsreEzoNDb, ANVEF U1~ 2mg/dayT
BE54 32, #15~10 %DBHET, 2/VEF > 2mgld
RIS L R WBENFEET 5, Lidar 53k a1k 5
YANDRIGHERTOME B & LT, BEERkicB 5 an
EF VIREOIET & OBF#EEZRRL TWwb, o0
HETlE, responder DHZERKIC BT 2 a0 F il
1%, non-responder 12T 2 fFLL EENr o722 &
2L, FEHRHOBMCHIER O TEEME 2R L T
%3,
E#loanve 7 O#EHBRSOEWER & LTI TH
PR EOWLEFERPELTH 5, fizid 43
F—, FHHHEZZ EbHMSs N Tw» S,
aneFrLINCERITH S L SN BFER L LTI,
reserpin®”, prazosin®®, thalidomide®®, $1 TNF-«
WEIDRRE SN TS, BIBKERAT oA FANILMRE
THY, FFATuA FREREEANL, HEL - 17
IR IE D %03, FEOTHHICIIZIEN 2V, BEREIT
BH 7 Vv ¥ —FIT, HIMEREEREINHEZIRE L H 25
azelastine S BRI T H - 7229, % Jzpyrin B IL-14
OFEMALZIHE L CTvwb Z & kb, IL-1 receptor
antagonist T % anakinra OBFESHIZGE S LT W
% (BRI TIEARFER) M,

m ZEFLIZHT2 FMF

KFTIXI9764F 15 1 Flloddeds S LT 22973,
MEFV #fn T 825 PR S W EFX, 2002412
Shinozaki 53*¥ & Tomiyama 52 & D ¥ T4
ENTeo T OBRBAEE TRFLHL S HE S TW
2, 20222040-43) - AR D REY & L Tid, M694I
REHEED 513, M694I/E148Q DS ~T 1 ¥
BHROEED R, HPRAEE %L, 7 IaA
R — & ZAFERE DS 23 E > M694V 5L, S0 & 2
ZWEINT VRN, M694ID T aEEEKD AT
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DFIEH b LHHME SN TV B9, HERBITH 228,
E148Q0D & EHEAWHEH b S T 5%, — A
FEIEFRIZ 20/ LL TDIE & A ETH 5 A, Yamane 5*?
DIEFID & 5 1Z50AFEDBE bIRE ST 5,
O TRICBERT 2 RIGHEAAT S0 F—Y 2D
EHHC OV T, S0 L Z 5 Tomiyama 5290 fEf
(M6941D R EHEEER) DA TH S, RIETIIM694V
ERIF, BHRLIz & 210w E 712G 7% L, Hdin
FEHL T D BE AT, ERIICHRE D 2 TR
BHY, ZOOHT IuAf F—¥ AOEHHEIE
Db LR, 2L, ZThIZDWTE, SHBOE
BIOFERES, WESINEL OBEOEREEREE
ENNETH 5, %7z phenotype II & L CHFIEL T
WEREELFEL T SRR D Y, FERAHOE
7 IioA4 R =y ZABHECTBWTIE, AELENT 205
HNHDLTH> I,

vV %4RHZHTB FMF 123 d 284 #E

LTI, 200341 34K 2 MR E 2 B L 72 D2V
¥ITh 22, LIT, iz o BREIZENT 5,
BFIZ20mHE & D Hic 1~ 2 B0 T, FEh - E
- BB 2R VB L Cnie, Bric HERC PR TF
PED A U Tz, FEMERRICIZ A IMBRIE% & CRP @ 1
ADHT, FROFERIIAHE ShTwiz, 33mERFIC
HEEEIZ LY, HRbEAbL, ABite b RO FEE -
KIRFERE VKL, CRP »fxE T16.9 mg/dl &7
D, BEDIDYRIANIEREE L 72, R 3 Behget 5
GO BIEREEOTREE 2R WIEE L 7203, HEEZ
WHcE S otz LBLENS, BEDOXLIZE
WTh, BERRETHZPELRALZEVIEL TH

jeedDZETH-DT, FMF OAGEM: 2% 2,
MEFV 85 FRRR % fiifT, 4B Tlx M694I/E148
Q DEANTuEAKRTH S Z ENHLDIZ SN,
R LAk M694I O ~T u SR TH > 720 FHIME
RTEL48Q O~T v SR T, U < RO M ix
EREFL T2 (M2)2, LEORERED
AEFHIZFMF L2Fash, aveF o BE5E2EEL
Tz ANEF IEFREMENITBRITH - 7228, THI
 EORIWEAPHI L fibe &2 252 %0, #Hib
U7z & 5 w2 B IMEREEBEINHIZIR O & % azelastine &
5L, FEEOMEE bERRL 7220,

AAER) % 1RER S, MRNCIIRIARGES, FEEL - S
KIERZ RV KT EZICOVTIE, FHLREL2E:
%, BBINCEEFREEZRITL T2, BIfEE T
14EFNCE L CMEFVEBERTFERRFEE L (E2)
(9 FEBNIEFR AR FER) o

M694l +/— M694| —/—
E148Q —/— . / E148Q +/—
FinE
|
~
M6941 +/— M694 —/— M6941 +/—
E148Q —/— E148Q —/— E148Q +/—
2 HEE FMF B ORRAKY

Fimg (RH) O edfidb, RRFEBERERLZI LT
Wiz, MEFV AN CIE, Fehnd 13 M694I/E148Q
DOEE~NT TIFEERE, L L M6941 O~ 7 v FEEHHE
Tholz,

£2 BEFETCIHRITE2EkL 7 FMF
HEkR FSESE EETFARE BE ME R BEE B 5% Sk
1. F 34 20 E148Q/M6941  + + + + 1-41[6/H 21
2. F 37 28 M694I hetero  + + + — ? 21
3. M 57 ? M694I hetero  + — — — ? 21
4, M 25 20 E148Q homo + + + + 1E/2-3H 22
5. M 23 15 E148Q/M6941  + + + — 1El/H Behcet 26
6. M 24 18 E148Q homo + + + + 1[m/2 A8
7. M 15 13 E148Q/M6941  + + — — 1E/H
8. F 40 14 E148Q/M6941  — + — — 1El/H
9. M 20 12 E148Q/M6941  + + + + 4 [El/H
0. M 51 46 E148Q/M6941  + - + + 1E/H
1. F 37 37 E148Q homo + - — — 1E/B
12. M 19 19 E148Q/P369S  + - — — ?
13. M 29 28 E148Q/R202Q  + — — — 1mEl/H Behcet
No. 4, 2007 177



FMF 427 > 7 — ¢

1. #MEI0FEM (PR 8 fELIRE) 12, FMF %z o5h b
BEIAZERLIZ LD ETTL X 50,

2. B 17T liEw] eBEZHVIEEIC, MEFV #
BFOEEPMERAINIIEFNIDHY £ L72TL & 55

3. HEM1IT N3] EBEZTRCIEGET, 73ud F—
YRAEEHELIGERIEH D £ LI2TL & 5 D%

4. EREEREBTHATH L RIGMEAA T S04 F— X
EEUIGEFIZDHD £ L72TL & 55

M3 SEFE7 7 — FAEY

BAELRI TR, AFCHB T2 FMF BEOME, K
HEETOMKECIGEAA Y S0 f F—=Y 20
EOHEE 2 E RIS T 2 HNT, 2EFAEZ T
HChD, WEFE, —RKFEEMHIT. K3 IWCRT L%
7 — AR, 2EOWE - NERREREL, 850
Bhax LBk e THAR L7z, #S3RIE1, 85081, 686F+
XVEERD Y (EER3T.1%), HKRKIC FMF 23
b 5 BEBIISI T, MEFV #1z T2 B E
LTWwaEHEISFITH- 124, S58i3, & oI5
RERRB R 27: 0O ZKFEIC DOV CEHETTh 5,

vV ¥ & ®

A BWTH, FMF BEE 2% D O ABCHEE
T ENTFRIND, KERFICHSNDLFH - 5
ERFEERBIITHY, FERIZEHZEDO QOL 2L
CIETEE2, FLRBETIHFAAT I f F—v
ABEHL, FPERARCR TR HD, EHEREL
Wiz WrIZREL DU 2 0DBEETH L, HEDEIS
tEEZMNC X, MEFV BIZFETICES & 250K
ThH 2D, SGRIFS S ICHEELBHREOMIVRI-h
L5 ThH5,

Eil 3

LEhz B 1 5 FMF O EE FRE - BIRP5E I,
BINRFZEFA TN E, Vv~ F « BERNE
TRETFEA, MHEIEZHERR, EIRMEe v
Y — BRBRIGEOHB IO T TbhTwE T, 20
B fE 0 CHRHBL £ 3, &8 FMF 0o2EH#H#%E I,
B4 @RI E (7 S uA F—y ZDEBKZ
Wi - WEFRICBE T AAFGEEE) I THIfT SN T W E T,
BRI ARG 2 R T & v & U EMREEE S i
AR Vo~ T - BERAE tHEE—Ez I EH
HL I,
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