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HESHEBLICB T 2MHPH 1 b4 B8

miRmEE = B &8 &
HRALIE

XRMZEE T H F F ¥ £ BB X ¥ # &
i OHEOKEMEE OB EH AR Z £ B KK
oA & A

RE  EESMELATZZIRMICBVTEAERTA M A (IL-6) OB EE L, HBHEEESE L
UEREREHE L DBD 5 IOV THRE L7z, TL-6fHid, ABKT®HA77 pog/ml L EHETH Y, BHHE
ERNRERGHRIC L o T, BH47 pg/ml L ERRRIFRDOLN, 25178 AH32pg/ml LEHL,
ERMFRLEREAT L CRBL 7. 158540 pg/ml E HLEMNA LD LN DD, BESHIZL-T
IL-6FEAEANSHLLOTHY, BRESHOFRICLIMFETIE, BHOIL-6 OB(kd, BEE
TWEEEEAITICEAEMERME X CRML 22, MABSESEY S M4 (IL-6) 13, SEE
ROBEFETFMS L CHERBITBO~— 7 — L LTHHEE L LR,

& L & £

BUERRSRTFORECERT2EN>S, RERPLVERRIOAL L F4&8 k5 RGERR
(SIRS) #kL, SLICEBEEMBYIHEL MOF 28 L THAMLKEL 2 2B T T4 Th
%o TOEERTI, ERIEHAERESBEIER L, BIdSSE~EH L TSRS &4
EERBEL T AL ShW, HILE, SRETSLZELEABICH A P 1 25 20 & chemical
mediators & /L T4 O EPHECIRBEE LR T - L4 B s, SUBEOBEREILERIIBITLH
APHAOEEBRPRESNTET VL, 20—F, BRICBVWCRREBOEREEME Z2hzb &
DTOTEPER, BHERELZBEICHAGTIENFRICOEBTAZELD, HEROSVEEE < —
A - DRECERESIE SN TE Y, BETA M4 Y LoOL & BEEMEERICET 2 HEH, #
MLTw2, "9 22 C4HE, ERANKBEBREINIILVT, RENEERYFA M A4 Th b
interleukin- 6 (IL-6) DEBZEIEL, EELLS FIBHRESICBI2 208X BRI L,

x4 ®

Sl AR L, BASHERERIBIGEERBAEURIC L 5 2 RESmEE L ) ExEan
BREBUTSNIMME R 9B A HRE Ui, BYESH, &M 1M, BRESRE, Too— L3,
HEEHE 34, mARMAEM 2#), ERCP#% 1BITH - 72,
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p &

WHRAJELH, ARHEL, 8, 15 2FAICBVWCIL-6BEZAEL, EEHAEEEERAITO
BALB & IEHREE L LB L7

BRI, THARMICIGAREMLE, EEEERN S ST, FOoMTREOTEEREAEN B LT
PAEWE ORREEREE 5 HEMT L. FETRIIEBRBI QP OBREEE L

5 *

1) Abee, meIL -6 fE0EHIX477 pg/ml EBHETH H, FH4T7 pg/ml, 8HH32 pg/ml, 15H#%
40 pg/ml, 22H%#% 5 pg/ml HEBLA (B1).
2) AT IIRBIESEED, OB SH (BEIRE 261, »7—F Mk 16, MRSA B4 16, MRSA
- Bk 16) #BoHbhi,
3) BEREE AL L BESHFOFRCIMDS T, BRERKISHICE L THEL A0, MHIL-6
RS (54) KBVWIHIARZEL, REFHEEREA 7 ORELBELL (B
2)o

(BEfE R P& 9fl)
500

IL-6
(pg/ml)
| 400

300

200
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1 day 1w 2w 3w 4w

E1. IL—6%E



153

Z =

AMEAILSIRS DFEFRATIRRNELRTH Y, TOERIIHLYA by A RIEOWFEIE
AFTHhTWA, BRROEFE SR AERNICHIT A IL-6 filE & BEEEZUEEIZ OV TO Pezzilli
DHWETIT, BIEHAUBMOIL-6 O LHIZ L 5 EREFEDHERIL, sensitivity 100%, specificity 86%, &
EbOTRGFTCHoE L, TOEHMEBRFALTVE, BEY, —HOBROBEREL 2T
W, SHREEGHEFR LD EHFEL ) 5,

AEOWFETIE, MERERT I A (IL-6) i, BUBXIBII2REBLUVERELORE
Be—H—bLLTERLEFLON, IL-61EIX, AKRKFIHAT7 pg/ml L EBETH Y, BHEFRERCH
HEWHEFEICL 5T, BHAT7pg/ml LFEHLBAPEDO LN, 358 HER2 pg/ml LHERL, EER
HRECLHREREY X (B, 15A#40pg/ml L BEAFALOLN DD, SHBERICI>TIL-6
BLREBESHE7:HCTHY, BESHOERBIIIIMTETRERNIL-6 LI, EEFHEE
HEREATITICL L EEEFEY & KL,

SO HEFABROER EPEFHRPMESF EORERICL - T, EEFHEN/2HD IL-6 DO
AHER cut — off LLZ2DWT Y, BH LTI FETH 5,
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interleukin-6, interleukin-8, and beta 2-microglobulin in early assessment of severity of acute pancreatitis.
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indicators for the occurrence of multiple organ failures at the early stage of acute pancreatitis. J Gastroenterol
Hepatol 1998 ; 13 : 1274-83.



155

EBRRAWERIIT S
Gabexate Mesilate (FOY-007) D¥sEEhiEEiEoxhR

BfEdsE B MU 1k &
BEBRFHE I

kFEmEE Kk B K F 0 OK H ¥ K

BE  ERNIAMEROBRITHEICHT % gabexate mesilate (ELF, FOY-007 L BEEE) # AV 7o
BENEHIEOME 2RI L1

MEFERG A % BV, 10% Na-taurocholate (1 ml/kg) OFEBEEFAC X b BB ERLE TN % ER
L7:. EEREELEIGER, FOY-007% 5mg/kg/hr TH#MIZEE LB (B8, A2 BESRY
LFEEAVICE)E LR (BER) o 3RICH, DUEHINE - FHERE, W - BATF D amylase,
lipase [EZ EOLBZIET 5 L L D12, ETNERKL 6 B B 1ML S ¥, BoOMARANRET M
HEEAN FOY-00TI8BE A Bl L 72,

REHRE, SERTRIRSOE - FHERIEE MBS VIERTEMER L2, BENCIIRE 2
HEERICEREzRL, MRELFMATS 72, MEEERMETIFER, B EnE L <F
BICEEZRL, SHOICEHERTEIRKPEBELARICERELR L2, BOEH IS T 2 SR L
IBENEN36.1, 25.3, 19.5% ZBERFCEIHICHH S M. & 5126 BB OBERAKRN FOY-007i#
BB SRHEBO2ME L R L7,

IhEOEREED L, BEfEBMERIINT 5 RTEEL LT FOY-007TO#RENEREIIE R »o,
BRRICHOWEELN S 2 EBELEL S,

& U & &

HESMHREIROZESEERCEBABIIE LT3 TRL, EFICRKE L EEERLFO X
EMTHLH A DA R EDORIBIZE D), RIEVEF LMD, HPROFERLIZES P SO 7
T HREMEBEORMOER, BEPH S, I, B4 O multiple organ failure (BLF, MOF
L BEEC) R MR REEE & L T disseminated intravascular coagulation syndrome (ELF, DIC &
BEEE) ZEMTAZEPHONTVEY, FOLORERINT 2B EHFE L MOF 2 DIC (24354
BEEPUEL L 2T %,

Gabexate mesilate (LAF, FOY-007 L B&32) id trypsin, kallikrein, plasmin, thrombin, factor Xa,
elastase, C,esterase, phospholipase A . % B AIZHET 2 HOTHEEBEEERN TH LY, 3) KT
HrF+ = EERY, VLA VBEY, Fryao— LEERELY 128 L T FOY-007 % camostat
mesilate (LLF, FOY-305& BE30) D FHWEKGH A Thofz b WG H 5, BHEEIIY TS
FOY-007D{G#EAIR L trypsin D & ) 2 EBHMBEREELMBIT 228122 ), ACHILEZH 20
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EEINTWVWE®,

FOY-007M4% 5 Hikid — 00T HEETH 0, 2O EBRNIZIE Takasugi 5% O BISAR Y
#:%° Wakayama &' OBENRSGEFHLH, FLTESIBEORELZFH L EBREL TS, L
2 LEMLENERICHET 5 EBRMLHRE L LV,

A, bhbhiEEBRATIIETA2ERETH2EABEREES OFREEREITE L, £
SHWERET VI LT FOY-007OBREEFREOHBRERET L -0 THET S,

& EHFE

1) %

FE10~20kg DHEHXEHR L/

I) EBAE

1} W77 - MT-hasBe & R

WIATALE & UCTal 1282 S4A & L7, pentobarbital sodium (Nembutal) 50 mg / kg D&l
BRETTRENEEL, 30%BERS TALTRER L L7, A7 ABEEIK S S 166 intravenous
hyperalimentation (LAF, IVH &BEEC) 27— FA2FHAYEE L, HilaHHEOILEEN) 7y Vil (5
7F v 2 D) AV, 10ml/kg/hr DFRBETHES Liz. FoERMERRIZ2ZGH — 7ot 2@ AMEL,
BIRIEME L FRILA & L7z,

2) EFNOER R

LTS CRBE L7, EEBIREMS % cutdown L, BT Fr.B ) F L v Fa—T%
MiEERE CHAL, ERPEEBSRICEEYL L5 CRBL, BERE LA, BELA3 Fr. )=
FLyFa—ThoAyTTUINIyeEAL, BOERERPREINLOLHREL, ZORSTE
EAT 7L OFEAERST I REARCEET IO LM L2, RIZAIBEEHERERL, 10%
Na-taurocholate (1 ml/kg) £ EEEFOERICMTTEAL, SMHBEERBEET L MR L,
3) FEREE

AR HGHETE (n=16), BB (FOY-007% BRIERMERA 5 5 mg/ kg/ hr THHGAIZEHE L 228
n=9), CE.FOY-007 (BEELFAE?5 mg/kg/hr) %BERIERER> - FFECEESR LD
BELAEE (n=9) o3BT, A, BRIEESIKDSS FOY-0072 545\ 5 % 7 FoEHR
(5 ml/hr) ZFHRENIEA L

4) @IEEE B L UHEHE

A) RN, BN O HIE
LEDIFDOVTBET T NAERE R 5 6 BH, RIS RRRBIIR(CHEE L2206 L 5~
A Fa2—%— Uniflow (Baxter #:) % %% L, DS-1033 (FUKUDA EFf) (CH#m LIUGIAmE,
PRIAINE %315 L /2o FHBIRE I IRMME+ 1 73 XEEHME- RN E) o=k h Bl L7,
B) &Aib#HiE

LI OWTRETFAERERD S 6 BB, BEAYIZME amylase, lipase, aspartate
aminotranso-ferase (Ll F, AST & W& i), alanine aminotransferase (EL T, ALT & B% 50), lactic
dehydrogenase (LLT, LDH & B55C), calcium (LATF, Ca & B%EC), blood urea nitrogen (ELF, BUN
EWEED), creatine (LLF, Cr L#EfR), 74 &5 UNIZREAX AP amylase, lipase fE % #l%E L 72 amylase {HiZ
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B-fbFEERH O 2 74—+ S-AMY, lipasefid 02 - ¥4 PV I RAF4 v 20N FF 94 )
=+t % F7—, AST, ALT, LDH, CafEid N FhALMETEHDOL ¥4 72— GOT L ¥4
773—ALT-L¥%4772—LDH, #A I LE-HAFA 72— BUNHIZY /FA MDD 7 A v
% — I BUN, CrilafiRsid L EHOL A F7a— s L 7F=rFizlbillELs,

C) BIRRBED MM 0o MRET

TFMMERE, 6RMEIVBRIEES S, FH6HEOFMELHLRE, Ebickl<) VEEL, £
BE AP LAEN2 cmDE,S 2 cmERICEYML, SESWACOWTHERESRIT -7,
EHEBURDTL ST~ ey ¥ by P allB A&, NIH A X =161V 7 F CHREEOER
L, HSDITEFEICHE ) EEASHEL TO 2 HS0EREER L, BEEOEREIIWT 5 EELRS O
g 7 R, EROTHEIZOWTIHERE L,

D) BEfH#EMN FOY 007 O flE

B, CHOOBEPIFRIZOWT, MBWERNIAARBRLIRIRICES LA EE, EEOLS, dh,
e & D EFEICO. 2g RILL, ANEERTHEMNR T FOY-0078E 2 HIE L 72, FOY-007i#H 2%
B O TPIEE I oV THRE L 72,

Table 1. Hemodynamic pressure parameters in each experimental group for
time after induction of pancreatitis.

Parameter pre-op ih 2h 4h 6h
SAP (mmHg)
Group A 18322 137440 % 131£25% 14320 % 138136 5
Group B 173£53 14834 141429  133+£32 127433 %
Group C 179427  145+23  142+3:2X 154434 150+31
MAP (mmHg)
Group A 136 +13 99+29 ¥ 98421 * 103+15% 103423 X
Group B 125442 115+27 111424  102+25  96+24
Group C 132+ 14 115420 111424  118+21  121+23

Group A is the non-treatment group (n=6), Group B received FOY-007
intravenously (n=6), Group C is received FOY-007 via the celiac artery {n=6).
Symbols indicate the significant difference of blood pressure in each experimental
group for time after induction of pancreatitis, compared to that of preoparation. %
Significant differences by one-way analysis of variance (P<0.05), versus
preoparation. *Significant differences by one-way analysis of variance (P<0.01),
preoparation. SAP, systolic arterial pressure. MAP, mean arterial pressure.
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5) METERIALEL

KREOEE FHELIEERZE (mean £ SE) TR L7z, £RIT AR, B, CHMOLE% Fisher's
PLSD M %, BEMELA FOY-007T#E 22w Tk B, C 2 M T Student-t RE =17V, P <0.05%
botTHEZD D ELT,

R 1

1. PUREAIME, FHEERE

A BT ORI EI2183 122 mmHg, TH o 7oA, #itk 6 Bl T THBECHMBEICL N TET
Lz BETRFZEIVETERICSHY, 6BRMORBRLIIBVWTHEIET L, CHTIIME 2RMNE
EEA R LAY, Dk ERERTH 72 (Table 1),

FHEHIRIE b DURHAML A & RO R L7 (Table 1),
2. H{bFBRE

A) [i# amylase, lipase

1% amylase i3 B, CETIZ ABICHKLAZoBETI THERECRELRLA (Fig. 1 A), /M
% lipase fHd amylase fE & (ZIZRBEOHERZ/RL, B, CHTIZ AR LNROEZ TARICKE
xR~ L7: (Fig. 1 B)o

B) B/ amylase, lipase ji

A D amylase Eid BB TIE A BICIRFEOELZRD LD o2, CETIE ABIH L THE

—~ 2500
Q a 1
= ; 2000
& T 1500 -

- 2 ]
3 % 1000-

] H 1000 :
2 S
E 500

g 8 ]

g @ ]

i 0 o rMm.-;c
pre-op 1 2 4 6 pre-op 1 2 4 6
Time after indaction of pancreatitis ( hrs. ) Time after induction of pancreatitis ( hrs. )
A B

Fig. 1. Serum amylase and lipase levels.

Fig.1A shows serum amylase levels, and Fig.1B shows serum lipase levels. ll, Group
A is the non-treatment group(n=6) : &4 , Group B is received FOY-007
intravenously{n=6) ; , Group C is received FOY-007 via the celiac artery (n=6),
respectively. Symbols indicate the significant difference in each experimental group
for time after induction of pancreatitis, as follows. % Significant differences by one-
way analysis of variance (P<0.01), Group A versus Group B. "Significant differences
by one-way analysis of variance (P<001), Group A versus Group C. Pre-OP,
preoperation.
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2, 4, 6B BV THBICEBMELR LA (Fig 2 A). AT lipase iZ CEEIZBVTOA A BIZ
L CHiE 6 REREIC BV CTHEBIEME R LA (Fig. 2 B),

C) imi# AST, ALT, LDH, Caf#

% AST, ALT, LDH, Caffiidfhd SFICBVWTHEZIFD 2,7 (Fig 3 A-D)s

D) mi# BUN, Crin%EE)

Mm% BUN iz C#Tid A BRI L THTRL, 2RFBBICBE VW TOAFEEN RO b5 (Fig 4 A).
L2 LIEE CriiTRERIIBVWTHEELEIFHO S L2 d o7 (Fig. 4 B).

3. HIMRBED R BRES

HEBEEO N - BT ABCLNLGEROREIR - B 2#Eo/ (Fig 5 A). BECTIMEORES
TibiZEEE D, BIRHEAS AT TEI LT (Fig. 5 B)o CETHBEOBYEOREME
izl EE20AT, WIEFBIZE SIZ8HETH -7 (Fig 5 C)s

BHICBI P EEHMOBEL M T AR OFYIZ A BT36.09+2.55 %, BEII25 32+7.53
%, CHI$19.51:2.32% Th), CHFIARIN L THEIZEMETRLZ (Fig 6),

4. HBEO FOY-007THE

B #2317 5 BN FOY-007i# 813234, 6£50.4 ng g, CBEI37562.1+2620.9ng ./ g, L 324
DEMEO LN (Fig. 7 A)o HEMGUCHET S £ BB CIIBREIA302.9+125.7ng /g, BEEE
#°234.7+8.7ng /' g, HREH'166.1199.5ng g, CEHTIIBEIELLA3528.6+1927.9ng ~ g, Witk
ERAS10735.7+3326.4 ng g, BEREEAB421.9+£7356.0ng ./ g EHAEBIZBW T CBIAFEIISMHEY
T~ L7- (Fig. 7 B)s

o~
- a3
S S
= o
~ -
z g
o .s
a 3
= g
o -
% 4
- 7]
g 2
5 k-3
B 3
Time after induction of pancreatitis ( hrs. ) Time after induction of pancreatitis ( hrs. )
A B

Fig. 2. Amylase and lipase levels in ascites.
Fig.2A shows amylase levels in ascites, and Fig.2B shows lipase levels in ascites. Il .
Group A is the non-treatment group (n=6) : , Group B received FOY-007
intravenously (n=6) ; . Group C is received FOY-007 via celiac artery (n=6),
respectively. Symbols indicate the significant difference in each experimental group
for time after induction of pancreatitis, as follows. *Significant differences by one-way
analysis of variance (P<0.05), Group A versus Group C.
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Fig. 3. Serum AST, ALT, LDH and Ca levels.
Fig.3A shows serum AST levels, Fig.3B shows serum ALT levels, Fig.3C shows
serum LDH levels and FigdC shows serum Ca levels. Il , Group A is the non-
treatment group (n=6) ;& Group B is received FOY-007 intravenously (n=6)
-[E3, Group C is received FOY-007 via the celiac artery(n=6), respectively. Pre-OP,
preoperation.

% &

EREANEREACIIRED LB OKENEE - BERIZE & 53, 2510404, DIC® MOF %
LT ST, BMERTHLIZL LT FOREHLE . KETIIEM45, 000 BHKRZ
B L, B4, 00\ FOEHEDOHET L EZINTVEY, HAPEILBVWTY, EEEHFERE
AR BT 01082~ 1986 EE F 3t E L LA-4ERE (FHRE—IR) TIRIECEN30%, 19%
R UNIEMEEE) TiE27% EWMEINTVD, BREE LTRBOERTH 2 BRI T 2 /F
Pk & B RN L EERMSA 2 L o BEEBRSHEIZ D %Eﬁ%ﬁﬁét:ﬁﬁfé@ﬁﬁm:
KA END, bUbhIFEHTHAMRFTOREZFHICHET L Z L ASUBENDEELEH TR
KOFBETIRAEVDEEL, BEFRECOWTRE Lz, 20K, BiEFCRGEHLE, 55
RIEIZAER L VET T2 4 00M% 2 BHEE S ) HEENEES, Witk 6B IMEMEL BL
THEBZEOLVWEET CIEBEL T, LaL, WIEE SENTEINERLVETL, 2O
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Fig. 4. Serum BUN and Cr levels.
Fig4A shows serum BUN levels, and Fig.4B shows serum Cr levels. B, Group A
is the non-treatment group (n=6) : &, Group B is received FOY-007 intravenously
(n=6) ; 1, Group C is received FOY-007 via the celiac artery (n=6), respectively.
Symbols indicate the significant difference in each experimental group for time
after induction of pancreatitis, as follows. *Significant differences by one-way
analysis of variance (P<0.05), Group A versus Group C.

Fig. 5. Histological findings of experimental animals.
The findings of the pancreatic specimen, magnified 10 times (HE staining), taken
by autopsy. Fig. 5A-C shows the findings of the specimen in group A-C.



162

SEEER LN R o7, DL Y, FOY-007T0OFHENERELRH 2y BBERELI UG sy, B
MICECABRTRSEAETTFHTE LI LARE SN,

SUERIMSPOEEY CTHRREMBOF -5 HEATN) 7Y roiEfhistt s nen,
EHRTHEL T 22 OBBREOELE M) 72 UWERIET A2 LiZE ), F2—7 L ERND
LI LS N BESHEIER L, BREAROETE, ME0RE, SHLELREOWR, &5
ISR RS O MM L8 X LMBIEL S AR T, SR ZOMGIIEDER
Hzou7yr—JOERLEED, KEDHA A AM L OFE L EMER O PEROEES S UNE
itz EHEY 5, TOME, FHRRCRBLFPHRSBEEELTEEIL, EEE~NEEBRELT
W D EEZ LN T WA,

BRI RERERCH L TEOTRBEREER TH 5 aprotinin OFEROBS VL ATHRTE
2o LirL, #OFHEIZ2WTII aprotinin O ETIERBEIZOTPOBRIAA LI LN NI LW
2, FTEHM6LI2E KREWDHURRNDOESTMEBEEMESTH S ¢ »-macroglobulin & #4 L 7> trypsin
DEEEHEEIE LD T2 &, F72 thrombin, Clr BLUCls ZHEL 2 WI &4 EhSH+5 %30
PBRLNEd o, 1987ERKH S {3 aprotinin OFHIR VIS TIIBMEIZ T RENBEL L v
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Fig. 6. The ratio of pancreatic necrosis area /
- pancreatic substance area, taken by autopsy.
M, Group A is the non-treatment group (n=6) ; Z2 , Group B received FOY-007
intravenously (n=6} ; , Group C received FOY-007 via celiac artery (n=6),
respectively. Symbols indicate the significant difference in each experimental
group after 6 hours after induction of pancreatitis, as follows. *Significant
differences by one-way analysis of variance (P<0.05), Group A versus Group C.
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OERFOERFHTEZ2wE L, EEENO aprotinin IBELT H®HH I L2 L h BEROER = PIH
TEBDOTIZEVALER, aprotinin OREERENFFE T HERL, ERIICRI Lz, TOER, HIEE
AT ERRE L BER TR S P o 0N, BENRTIBRO TBETH L ERE L T2, S 5IZ1990E M
Il & aprotinin & ) D2 AFEMELHFH, 5 T8 4540 & /b 3 v nafamostat mesilate (LATF,
FUT-175& #450) & RV ofBaliEiE o R o ERVIIRF LR, BEN TR T 285K
R OER LI T E A, BEFTIEARNOFUTITEEIBENROSHELTRL, BN
trypsin like activity (BLF, TLA & BEEC) B X UHEEEOBRE 2 Z0NIHE L s MG L Twa, 40
HRNDONOERER TIIBYET BRI 2HOBEEGNERRE L RO, TLEEMICBNT
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Fig. 7. FOY-007 levels in a specimen of the pancreas.
Fig.7A shows FOY-007 levels in the total pancreatic specimes, and Fig.7B shows
FOY-007 levels in the part of a pancreatic specimen. 24, Group B received FOY-
007 intravenously (n=3) ; [_], Group C is received FOY-007 via the celiac artery
(n=3), respectively. Symbols indicate the significant difference in both
experimental groups 6 hours after induction of pancreatitis, as follows. *Significant
differences by Student’s ¢-test (P<0.05).



164

WX BETIZBL LN, BERBTIR A 7 — FVERIEVEERI L DHEAILL IV EEERL
rzeEZ LN, EROBRIIBWTHEBK CEOBREL, EREHLBREL, BRI F—7T10
BENE, FEARERITLZ LI VBOMENRD BELREMEVLERC S 7 — 7 VLR
FHEFHZLiIoL Y, BEHOBBFHASEIEBON, LVREVERORRIY PO -2 E LR L TEE
PEASTREE S 7z, |

T BERSBBEREERORS FHEICHET 5 ERIME T, Takasugl 5% BT ZHBEEET VT,
EENICFNFNRFOY-3058 L ' FOY-007% 4% 5-L, F7: Wakayama 57 & X Na-taurocholate @
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duct system ~DEHTHBERMEH 0K S IBROBERT P LEL 2 LEBNTRH LD, BRO
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