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EFFECT OF AGE. DIET RESTRICTION AND AMINOGUANIDINE 
ON PENTOSIDINE IN THE SKIN OF BROILER BREEDER HENS. 
M.JlllaL l l Probco H KJandorf, Div Ani & Vet. Sci . K Van Dyke, 
Pharmacology & Toxicolo!!y, West Virginia Uni. Morgantown. PO Bo~ 

6108, WV 26506 "lab1J H :\J-hymadj, NIOSH/HELD, Morgantown WV 
16505 

Non-en/\ ma11c gl\'CO~ la11on con1nbutcs to 1hc fonnauon of cro<s-hnks 
"hoc II lcadJ 10 1hc dc1cnora11on ,n 1hc S1ruc1urc and funcuon of 11ssue pre1con. 
Whether 1he cl.:,·a1cd conccnirauons of plasma glucose on chockcns accclenu:s 1hc 
a:cwnulauon of aass-hnb has not bo:n dclcnnmcd. The ob)CCuvcs of 1ho.s study were 
10 do:lcrmonc 1hc dTcct of d~ rcs1ncuon ( DR) and 1he cross-link,ns inh,buor 
ammoguanodinc (AG) on lhe rate of ac.:umulatoon of lhc ~l)coxid.ltoon pn,ducl, 
pcn1os1d1oe, ,n 1hc sl.111 of na1urally h)pcrglyccnuc brotler brccdcr (BBl hens. BB 
fcm&lcciucb(n-450)wcrcrandomly ass1(111.:d 10 four groups from 810 125 ""' aner 
hatcll. ad l,b11u11t (All. diet rcstroclcd (DR); ad hb1111M and d~ rcstnctcd JIR)Ups 
supplemcrucd 1<1lh 400 ppm AG each (AL+ AG and DR+AG rcspccu,·cl)·) Skon 
pcotos,dine "u 1sol1tcd b)· HPLC and ox1d111,e Slrc:al \\II measured b)· 
lum1namc1cry Rcsuks shom:d lhll thc accwnulllion of pcntosidinc ,ncrcascd hnc11ly 
(l'<0.001) "".b ·~· DR s1sn1f"°"tl)' (P<O 001) retatdcd lhc rile of aa:umul11,on of 
pcntos,dine. Thccana:nlr.llim of pcnlOlldinc in AL+AG group \VU canpanblc \\llh 
that of DR group and sk111 pcntosodinc was lowesl (P<0.001) ,n DR+AG aroup. 
Oxodati,·e stress was s1i:111f1C111t~· lower (P<O 001) in boch DR and DR+AG C,OUpl 
u compared 10 AL and AL+AG sroups. It wu concluded 1h11 the l'IIC of 
ac,:umulanon of pcnlosldiDc c., be rclardcd by DR a,,d AG. In addition. the dlla 
supports 1hc ,·,cw !hat pcntosodinc can be used u a biomarta for the 11~· of.,.,., 
111 ch,cun1. Supporud b)· H.uch 361. 
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IL-8-BINDING PROTEINS IN ALVEOLAR FLUID FROM PATIENTS Wint 
THE ACUTE RESPlkATOR\' DISTRESS SYNDROME (ARDS), 
~.S1dDboq...1Jl11zlnskt aod T..IL.Madln (SPON: 
LJ.AJ.llkrl. 
Uni•. ol Tuu Hnltb Ctntor, Tyler, TX 75703 and Saltle VAMC, ~/ 
Critical Con Medicine, llarborvicw Mtdlcat Ctnltr, Snllle, WA 911118. 

IL-I, a poce,u neulrophtl auractanl and actiYalor, bas been lmplinl<d In tbc 
~ ol ARDS. Our prevloua llud• •- thal a slpllku1 ponloa ol lL-1 
la 1un1 Rulds r.-- padeftls 10ilh ARDS is usoc:iattd "llb •·1-ina<rop,bullA <•-1-
Ml aad antt-lL-1 1u1oantlbodles <•·1-M:11.-1 compleus aad antl-11,l:IL-I 
cocnplual, To rur111tr ddlm tbe llmclloa o/ time proteins la ARDS, we -und 
c<Nl«Dlraitoas ol rne and complntd IL-I ta iw-boalnolar tua1 (BAL) Ruidl 
rrom packtlll II risk rur ARDS and wltb wdl-dtRned ARDS (I, J, 7, 14 111d 11 
days after OCI.Sd ol ARDS), P•tltnll III risk ror ARDS had less 111tl-lL-l:IL-I 
complexes thu pallfflll witb ARDS (day I), and the coaceolralioll o/ thtM 
compltus ta ARDS palicnts (day I) wu lower la sunl•on than nocuu.ni•on. In 
--, lhc tacraotd ..-o/ anll-lL-8:IL-I compilus wu usodll<d witb tbc 
cit...,...-"' ARDS aad dnlb. Fur1he"'*", bolb rm IL-I aad antl-lL-1:IL-I 
comptu .. com:tlltd wltb cODCffllrallocu ol ncutropblls IPMN) (p<O.OS; r'•0.61 
1111d o.JO, rapecslnly) ta patlcuts II risk r« ARDS. In patlcats wbo subtcqucallJ 
dt..toped ARDS 11-1-M:IL-1 complexes aad PMN cODCcntntloas wen correlAltd 
(p<0.05; r'• 1.00). In addition, concmtra&loas ol complc1<d IL-I wen poalllnly 
cornlllltd wltb PMN conccatratloas ia patleoll dlapmcd wltlt ARDS (daJ I, J 
aad 7). Tb ... data sugesa tbac •·1-M aad anti-IL-I aul-1- lllipl 
contrlbul., to the lnllammll.,rproc ... 1111d lua1 Injury ta ARDS. 
Suppontd by the NIH p'IIDI I R19Hl.56761. 
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ISOLATION OF A BETA-CHEMOKINE LIKE CDNA FROM 
RAINBOW TROUT <Oncorhynchys mykjss). 
Brian Dixon Benny P Shum Erin I Adam, Kathy E Magar and Pelc:c 
Pamam Stanford Univcrsily, S1a11fonl. CA 94305, USA. 

AnemplS to iden11fy teleost cytok.in.:s based on sequence idcnti1y with their 
mammalian equivalents have met with limi1ed success, we have therefore 
adopted an allemaie approach to the question. 185 clones picked randomly 
from a stimulated lymphocy1e cDNA library were sequenced with the T7 
primer. The sequences were compared with the Gcnbank database to 
dctennine similarity to known genes: 5 I% of the sequences ma1ched no 
known sequences, 30% of the sequences obtained matched ribosomal RNAs 
or pro1eins. 16% were from house~c(ping genes and 3% showed similarily to 
immunological molecules. The clone 014 had 46% sequence idcntiiy wilh 
beia-chemok.incs. a family of small proteins which are chemoanractants for 
lymphocytes. The full sequence of this clone possessed IO of 11 absolutely 
conserved family specific amino acid residues, and 65% amino acid sequence 
similarity if conserved substitutions are considered. The 3' untranslated 
region contained 1hrcc repeals of the 'AUUUA" RNA destabilisa1ion mo1ir. 
which is specific to cytokines and oncogenes. Screening a cONA libruy 
using O 14 as a probe produced no closely related clones, 1hercfore ii may not 
be a member of a conserved muhi-gene family in fish. Screening of a genomic 
library produced 6 genomic clones. Four clones have a 109 bp intron and two 
have a 11 lbp intron equivaknt to the first intron of marrunalian beta 
chcmokine genes. We arc producing a recombinant protein in a bacterial 
expression system in order to test whether this molecule attracts lymphocytes 
from 1rout and other species. This research is suppor1ed by NIH granl ROI 
Al24258 and fellowships from 1he MRC (BO) and 1he NSERC (KM). 
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INHIBITION OF GROa fNOUCEO·HID.fAN ENDOTHELIAL CELL 
PROLIFERATION BY THE a-CHEMOKINE INHIBITOR 
ANTILEUKfNATE. N Fyjjgwa, s Hayashi E I Miller. 
Univ. ofT~u Health Cent. at Tyler, Tyler, Texu 7S710 and Saga Med. 
Sch., Saga 849, JAPAN. 

We rcpon here that GROa acts u a growth stimulating factor for human 
umbilical vein endothelial cells (HUVEC) in vilro. The proliferalion of 
HUVEC wu significantly stimulated by add ins I 00 nM of recombinant 
human (r) GROa arid was significantly inhibited by addins 100 µg/ml of 
anti-human GROa monoclonal antibody (mAb). However, the addition of 
rlL-8, rlP-10, anti-human IL-8 mAb, and anti-human ENA-78 mAb did 
not affect to the proliferation of HUVEC. When Antileukina1e, a potent 

a-chcmokine inhibitor. wu added to HUVEC, binding of radiolabeled 
GROa to its receptors wu displaced, and 1he proliferation of HUVEC 
wu suppressed in a dose-dependent rmMer. Antileukinlle wu not 
cytotoxic and 1here wu no decrease in viabiliiy of any of the cdl1 in the 
presence of 100 µM Antileukin11e. Thac findinp suggest that GROa is 
an essential srowth factor for HUVEC. Funhermore, Antileukinate 
inhibits srowth of HUVEC by preventins GROa from binding to their 
receptors. This raises the interestins possibility of a-chemoldne receptor 
inhibitors, such u Antileukil\lle in 1he 1rea1ment of cancer where 
angiogenesi1 is imponan1 for tumor srowth. 
Supponed by NIH R29 HLSS622 






