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Gree亡in窒

LadiesandGentlemen：

Ｆｉｒｓｔｏｆａｌｌ,pleaseallowmetorepresenttheFourthlnternationalSymposiumofMolecularPathologycom-

mitteetowelcomealltheexpertsandscholarsfromhomeandabroad､ThankyouforattendingthisSymposium、

ＩｔｈａｓｂｅｅｎｅｉｇｈｔｙｅａｒｓｓｉｎｃｅｔｈｅＦｉｒstlnternationalSymposiumofMolecularPathologywasheldinl998.In

eachsymposium,therewerealwayssomeoutstandingpioneersfromtheJapanesePathologycircles,suchasthe

fbrmerpresidentoftheJapaneseSocietyofPathology,thepresidentoftheJapaneseSocietyfOrLymphoreticular

TissueResearch,andthepresidentoftheJapaneseSocietyofLungCancer,soasmanyChiefcommitteeofChina

MedicalAssociationPathologicalDepartment､Theymadethesymposiumahigh-levelacademiccommunication・

MeanwhilethereweremanyofficialsoftheChinesePeople，sAssociationforfriendshipwithJapanese,ａｎｄｔｈｅ

ＪａpanesePresscirclesandhospitalswhomadethesymposiumahigh-levelpersonalcommunication・

Besidesthecommunicationinmolecularpathology,thesymposiumincludetheclinicalpathologydiagnosis

discussioninpurposeofenhancingthediagnosistechnology・

Here,inthebeautifulUrumqi,thebethelwheretheancienteasternａｎｄwesterncultureswereintercommu‐

nacatedcomesoursymposium､TheuniqueglamouroftheUygurAutonomousRegionwouldsurehelpustolearn

moreabouttheMuslimCulture・

TheChinaMedicalAssociationPathologyDepartment，TheEditorialofChineseJournalofPathology

KagoshimaUniversity,andXinjiangMedicalUniversityhadmadeoutstandingcontributionstothissymposium・

Inthiscontext,pleaseallowmetoexpressheartfeltthanks・

Onthismemorableoccasion,maylwishtheFourthlnternationalSymposiumofMolecularPathologyin

Xinjiangmuchsuccess､Toeveryonepresentthismorning,Iwishyouhappinessandgoodhealth．

Ｔｈａｎｋｙｏｕｖｅｒｙｍｕｃｈ．

HonoraryChairmanofthe4thlnternational

SymposiumofMolecularPathology

PresidentofChinaMedicalUniversity

QunZhao(赴群）

2006.8.7
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２００６．８．６－９，Ｕｍｍｑｉ,thePe⑪ple，ｓＲｅＩⅢblic⑪ｆＣｈｉｍ

GreetingfromKagoshima：

LadiesandGentlemen；

IamsincerelygratefulthatweareabletoholdtheFourthlnternationalSymposiumofMolecularPathology

inUrmuqi,inconJunctionwithChinaMedicalUniversityandXinjiangMedicalUniversityandconsiderittobe

verysignificantthatwehaveparticipantsfrombothChinaandJapan・

IhaveheardthatthelnternationalSymposiumofMolecularPathologyhasbeenheldcontinuouslysince

l998especiallyininlandChinaandhasdevelopedgradually・Forthefurtherdevelopmentofthissymposium,Ｉ

ａｍｐｌｅａｓｅｄｔｏｂｅａｂｌｅｔｏｃｏｏｐｅｒａｔｅｏfficiallywithChinaMedicalUniversityinholdingthisfourthsymposiumin

theverybeautifulsurroundingsofUrumqi・

SinceChinaMedicalUniversityandKagoshimaUniversityconcludedacooperativerelationshipinl993,we

havepursuedvariousexchangeactivities・Iamconvincedthatthissymposiumiｓｏｎｅｏｆｔｈｅｍostoutstandingac‐

tivitiesthatwehaveorganizedsofarbetweenbothouruniversities・

Ｉｔｉｓｍｙｓｉｎｃｅｒｅｈｏｐｅｔｈａｔｔｈｉｓｓｙｍｐｏsiumwillleadtotheestablishmentofaviablenetworkofresearchersin

MainlandChinaandKagoshimainthefieldofMolecularPathology・Thiswillenablethedevelopmentof、ew

jointresearchandprOjectsinthisextremelyimportantfield・

Finally,ＩａｍｃｅｒｔａｉｎｔｈａｔｔｈｅｒｅｓｕｌｔｓｏｆｔｈｉｓｓｙｍｐｏｓｉｕｍｉｎＵｒｕｍｑｉｗｉｌｌｂｅｂｏｔｈｂｅｎeficialtothemedical

worldandalsotothecontinuationoffuturesymposium．

Ｔｈａｎｋｙｏｕｖｅｒｙｍｕｃｈ．

ＮＡＧＡＴＡ,Yukihiro,Ｍ､，.，Ｐｈ.Ｄ

PresidentofKagoshimaUniversity



Greeting

DistinguishedGuests,ladiesandgentlemen。：

The4thlnternationalsymposiumofmolecularpathologyisopeninginthebeautifulCityofUrumqi・Firstof

alllwouldliketoexpressmywarmwelcometomyfriendsforyourparticipationonbehalfofthexinjiangmedi‐

caluniversityandmyself･Ialsowishtotakethisopportunityｔｏｔｈａｎｋｙｏｕａｌｌｆｏｒｙｏurlong-standingattention

andsupporttoXinjiangmedicaluniversity､Ithinkthatsomeonemayfirstcometoxinjiang,Letmefirstrefer

brieflytothebeautifulxinjiang・

XinjiangUygurAutonomousRegionislocatedinthenorthwestofChina,coveringanareaofmorethan１．

６６millionsquarekilometers､AsChina，slargestprovince,itsareaisequaltoone-sixthoftheentireterritoryof

China・Xinjiangborderson8countriessuchasPakistan,Russiawithtotalboundarylinesrunningtｏ５，６００odd

kilometers・

Xinjiangisamulti-ethnicareawithapopulationofl8,７６１９million・OfthefOrty-sevenethnicgroups，

thirteenhavelivedherefOrgenerations・

OnitsnorthernborderloomtheAltayMountains,ａｎｄｏｎｔｈｅｓｏｕｔｈｅｒｎｂｏｒｄｅｒｌｉｅｔｈｅＲａrakorumMoun‐

tains・ThemammothTianshanMountainsinthemiddlepartoftheregioncoveritsentirelangth,dividingitinto

northernandsouthernXinjian9.Twoenormousbasins,theTarimBasininthesouth,theJunggarBasininthe

north,spreadoutfromTianshan'sfOothills､TheTaklamakanDesert,thelargestdesertinChina,liesinthecen‐

tralsectionoftheTarimBasin・

Xinjiangisquiterichintremendousresources・SuchmineralresourcesinXinjiangasoil,naturalgas,coal，

coppernickel,raremetals,chromite,salt,buildingnonmetals,preciousstonesandjadeenjoyevidentadvantages

andabrightprospect;hence・Coal，sprospectivereservesamountto2､１９trilliontons,whichareChina,largest・

OilisthemostpromisingenergyresCurceinXinjiangwithquiteconsiderablereserves・

Duetotheuniquegeography,climateandnaturalresources,Xinjiangischaracterizedbyspecialoasisandir‐

rigationagriculture・Withalonghistoryofcultivation,Xinjiang,ｋｎｏｗｎａｓｔｈｅ“HomeofMelonsandFruits'，

sincetheancienttime,producessuchvariouscropsaswheat,maize,cotton,oil-bearingplants,sugarbeat,sweet

melon,grapeandpear・

Xinjianghasaverylonghistory・FromtheHantotheQingDynasty,Xinjiangwasknownasthe“Western

Region"､２０００yearsago,i､ｅ・intheearlyyearsoftheHanDynasty,theMilitaryViceroy，ｓｏfficeofthewestern

RegionwassetupinXinjiang,exercisingsovereigntyandpoweronbehalfofthecentralgovernment、

TheXinjiangMedicalUniversity(ＸＪＭＵ）islocatedatthefootof“CarpHill，，inNortheastUrumqi・The

secondletmeintroducetoXJMU・

ＸＪＭＵ,formerlycalledXinjiangMedicalCollege,commencedconstructioninl954andwascompletedin

l956whenitsfirststudentswererecruited・Theconstructionofthemedicalcolｌｅｇｅｗａｓｏｎｅｏｆｔｈｅｌ５６ｋｅｙｃｏｎ‐

structionprqectscarriedoutbySovietaid・

After50yearsofdevelopment,XJMUhasachievedsubstantialachievementsinthefieldsofhealtheduca‐

tion,clinicaltreatmentandresearch・Presently,XMUhasl8colleges,５affiliated(teaching）hospitalswith2sec‐



tionsand5departments,３post-doctoratestations,４doctoratestations,４８masters，degreestationsofsecondary

subjects,５autonomousregionspecialsubjects’１provincialleveljointLaboratory,２autonomousregionkeylabo‐

ratories,８autonomousregionlevelresearchinstitutesandresearchoffices・XJMUisaccreditedtogiveMedical

Doctor(ＭＤ）degrees，

ＸＪＭＵ'sstaff,teachers,anddoctorshavestrongabilitiesandexperienceinteaching,curingandresearching・

Theteachingfacultyiscomprisedofl500people・Therearemorethan400supervisorsforthedoctoratestudents

andthｅmaster，sstudents･Amongthesesupervisors,mostoftheteachershavecontinuedtheirstudiesinEurope

andAmerica,andhaveanincreasedabilitytoteachprofessionalsubjectstointernationalstudentsinEnglish

Thefiveaffiliatedhospitalsandothernon-affiliatedhospitalshavemoreｔｈａｎａ１０，０００－bedcapacitya‐

ｍｏｎｇｔｈｅｍ・Itisalsoproficientinadvancedmedicaltreatmenttechniquessuchaslivertransplant,in-vitrofer‐

tilization,lungandhearttransplant,kidneytransplant,coronaryarterybypassgrafting,bonemarrowtransplant，

PTCA(percutaneoustransluminalcoronaryangioplasty）andotherdifficultoperations､Thereare5,750ｂeds,１，

８５０，０００annualout-patientvisitors,７９０００hospitalizedpatientsannuallyanｄ３０，０００annualoperationsinthis

hospital・

XJMUhasalreadysignedcontractswithsomefamousuniversitiesinl7countriessuchasinAmerica:Ｈａr‐

vardMedicallnternational,withmorethan30domesticuniversitiessuchasBeijingUniversity,FudanUniversi‐

ty,ZhongnanUniversity,etc・

Since2001,WehaveobtainedgreatprogressamongtheeducationOfinternationalstudents､Nowadays,we

havemorethan400internationalstudentsinouｒUniversity，TheyaremainlyfromPakistan，Qatar，

Afghanistan,ａｎｄＳｕｄａｎ・

Ladiesandgentlemen,ｄｅａｒfriends・Ｉｔｉｓｏｕｒｐｌｅａｓｕｒｅｔｏａｔｔｅｎｄｔｈｉｓsymposium・Themeetingwillsofferus

anopportunitytoexchange・Wehopetobuildagoodrelationshipwithyouforever・

Ｔｈｅlast,letusallwish,ｉｎadvance,agreatsuccesstothefbrum1Ialsowishyouallapleasantstayinthe
beautifulXinjiang・

Thankyouallforcoming1

JinlongMa(弓金尤）

Deanofpreclinicalcollegeofmedicine,XJMU

AssistantpresidentofXinjiangMedicalUniversity

Address:８XinYiRoad,Urumqi,Xinjiang

Telephone:００８６－９９１－４３６５３０５

Ｆａｘ:００８６－９９１－４３６２３７３

Ｅ－ｍａｉｌ:majinlongl23＠yahoo､com.c、
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ScientificPI．⑪gI･a、

２００６．８．７

１０:O00pening

Greeting

Chairman:XinshanJia(寅心善）ChinaMedicalUniversity

KazuhisaHasui(蓮井和久）KagoshimaUniversity

JinlongMa(弓金尤）XinjiangMedicalUniversity

Photographyofthesymposium

lO:３０SPECIALLECTURE1Chairman:ＹａｎＸｉｎ(辛彦）

ChinaMedicalUniversity

Koukilnai(井内康緯）

HiroshimaUniversity

MesotheliomainJapanwithspecialreferenceofaccuratepathologicaldiagnosis

ll:O0SPECIALLECTURE2Chairman:EiichiSato(佐藤莱一）

KagoshimaUniversity

MinSu(弥敏）

ShantouUniversity

Esophageal＆cardiaccancerinChaoshanregionofChina

ll:３０LECTURE1Chairman:KiyoshiTakahashi(高析浩）

KumamotoUniversity

CailiHan(幹彩而）

HebeiMedicalUniversity

StudyonthefunctionofP38MAPKingastriccarcinomacelllineanditsrelationsｈｉｐｗｉｔｈＣＯ】Ｄｔｕｄｙｏｎｔｈｅｔｕｎｃｔｌｏｎｏｔ出るMAfKmgastriccarcinomacelllineanditsrelationshipwithCOX-2

11:４５LECTURE2Chairman:ＧａｎｇChen(除両）

ShanghaiJiaotongUniversity

KazuhisaHasui(蓮井和久）

KagoshimaUniversity

lmmunohistochemicalanalysisofprogrammedcelldeathinsynovialtissuewithrhematoidarthritis

l2:O0LECTURE3Chairman:HNagura(名合宏）

SendaiCollage

YUjieZhao(越雨燕）

ChinaMedicalUniver

sityResearchonCytochipApplyingtolmmunophenotypingforLeukemia

l2:１５LECTURE4Chairman:JinlongMa(弓金尤）

XinjiangMedicalUniversity

H､Nagura(名合宏）

SendaiCollage

PalatinetonsilsinlgAnephropathy．－Aroleofthepathogenesis

l2:３０LECTURE5Chairman:KazuhisaHasui(蓮井和久）

KagoshimaUniversity

WeixiaZhong(仲伶霞）

ShandongTumorHOspital

TheClinicopathologyandlmmunohistochemicalFeaturesinSolid-pseudopapill－ａｒｖＮｅｏｐｌａｓｍｏｆｌFeaturesinSolid-pseudopapill-aryNeoplasmofPancreas．



12:４５ＬＥＣＴＵＲＥ６Chairman:DaorongZhang(雅道菜）

ChinaMedicalUniversity

DaLingZhu(朱大崎）

HarbinMedicalUniversity

Effectsｏｆｌ５－ＨＥＴＥａｎｄＥＲＫ１/２onPulmonaryArteryConstrictioninChronicHypoxicRats

l3:O０ＬＥＣＴＵＲＥ７Chairman:TakashiHayata(早田隆）

KagoshimaWomanUniversity

KaoriHidaka(日高薫）

NationalMuseumofJapaneseHistory

"Woqi"‘：CulturalExchangeofLacquerbetweenChinaandJapan
l3:１５ＲＥＳＴ

16:O0SPECIALLECTURE3Chairman:YuanyiXu(徐近又）

NingxiaMedicalCollege

YutakaTsutsumi(堤寛）

FUjitaHealthUniversitySchoolofMedicine

lmmunohistochemicaldemonstrationofapoptosisinparaffinsectionsofcoloncancers,withspecialreferenceto

cellsexpressingbothapoptosisandcell-proliferationmarkers．

16:３０LECTURE8Chairman:YutakaTsutsumi(堤寛）

FUjitaHealthUniversitySchoolofMedicine

JinlongMa(弓金尤)・

XinjiangMedicalUniversity

QuantitativeStudyofCellProliferationandApoptosisintheDevelopmentofNeuralTubeDefectsCausedbyHy‐

perthermia、

16:４５LECTURE9Chairman:JiehuaHe(何浩隼）

ZhongshanUniversity

YuanyiXu(徐逸又）

NingxiaMedicalCollege

StudyoftheEnhancedAnti-tumorallmmunefunctionHumanPerironealMacrophagesbyPolyresistin、

17:O0LECTURE10Chairman:YifuGuan(美一夫）

ChinaMedicalUniversity

TeruhisaOkumura(奥村晃久）

Kagoshimapeople，sHospital

AnadultcaseofEpstein-Barrvirus(EBV)一associatedT/NK-celllymphoproliferativedisorder,Areportofan

autopsiedcase

l7:１５LECTURE11Chairman:KazuhisaHasui(蓮井和久）

KagoshimaUniversity

DongpingTia､(田末薄）

ShantouUniversity

NeuralprecursorcellDifferentiationandProteinExpressioninHippocampusofProlongedSeleniumDeficiency

rats

17:３０LECTURE12Chairman:TeruhisaOkumura(奥村晃久）

Kagoshimapeople，sHospital

XiaofengYang(栃暁風）

ＰＬＡNo.４６３HOspital

Transplantationofautologousperipheralbloodstemcellsforthetreatmentoflimbischemicdisorder．



１７:４５ＲＥＳＴ

１８:OOClinicalpathologyConference

President：

YutakaTsutsumi(堤寛）

JiehuaHe(何浩隼）

ShousongChen(除寿松）

DaorongZhang(衆道栄）

XinshanJia(寅心善）

１９:O0WelcomeParty

2００６．８．８

FUjitaHealthUniversitySchoolofMedicine

ZhongshanUniversity

WuhanGeneralHospital,GuangzhouMilitaryRegion

ChinaMedicalUniversity

ChinaMedicalUniversity

１０:O０ＬＥＣＴＵＲＥ１３Chairman:JihongZhao(迩継虹）

DongwanPeople，sHospital

LingZhang(雅跨）

ShenyangMedicalCollege

Theinhibitoryeffectsofangiostatinonhumanendothelialcellsinducedbytumor

lO:１５LECTURE14Chairman:GuopingZhong(紳国平）

NingboYinzhouPeople'sHospital

ChengyaoXie(淵成耀）

ChinaMedicalUniversity

Theanalysisofpathologicdiagnosisin4312rapidfrozenhistologicalsections

lO:３０ＬＥＣＴＵＲＥ１５Chairman:ChangliangLv(呂昌蓮）

HarbinMedicalUniversity

JUjiuQiao(芥菊九）

ChinaMedicalUniversity

PinloverexpressioninSquamousCellCarcinomaandAdenocarcinomaofLungandltsCorrelationwithCyclinD1

10:４５ＬＥＣＴＵＲＥ１６Chairman:ＨｏｎｇＷｕ(美虹）

HarbinMedicalUniversity

WeiCao(曹蔽）

ChinaMedicalUniversity

TheExpressionandSignificanceofPinlandβ一catenininSquamousCellCarcinomaandAdenocarcinomaof

Lung

ll:O0LECTURE17Chairman:HaipingZhang(誰海洋）

XianmenNo､１Hospital

YanchunHan(幹絶春）

ChinaMedicalUniversity

Correlationbetweenexpressionofp38MAPKsignalingmoleculeanduPAinbreastcancer

ll:１５LECTURE18Chairman:XiuhuaiCao(曹修推）

FoshanNanhaiPeople，sHospital

YingHan(幹蓋）

ChinaMedicalUniversity

TherelationshipofThymosinβ１５withDifferentiationandMetastasisofProstateCancer

ll:３０LECTURE19Chairman:CuifangWang(王翠芳）

ShenyangNo､８Hospital



JunWang(王君）

ChinaMedicalUniversity…
TheRoleoflnsulin-likeGrowthFactor-2(IGF2）GeneDMRSinTCDD-INDUCEDMalformation

ll:４５ＬＥＣＴＵＲＥ２０Chairman:HongZhang(雅弘）

ChinaMedicalUniversity

XiUjuanCui(歌聡）

ChinaMedicalUniversity

ChangesofUltramicro-appearanceofTrachealStemCellsDuringRatTrachealRegeneration

l2:O0LECTURE21Chairman:ChangqingFang(方任青）

ChinaMedicalUniversity

LinlinWang(王琳琳）

ChinaMedicalUniversity

ChangesiｎＷｎｔ/－cateninSignalingPathwayDuringRegulatedProliferationandDifferentiationofTracheal

StemCellsinRatTrachealRegeneration

l2:１５LECTURE22Chairman:ZhiminFu(博志民）

ChinaMedicalUniversity

YangQu(曲栃）

ChinaMedicalUniversity

DynamicchangesofHistonedeacetylaselDuringRegulatedGrowthofBronchialStemCellsinhumanbronchial

Regeneration

l2:３０LECTURE23Chairman:XianghongYang(栃向虹）

ChinaMedicalUniversity

YanmeiZhu(朱延美）

TheForthAffiliatedHospital,ChinaMedicalUniversity

ExpressionandSignificanceofScavengerReceptorAinstromaofnasalNK/Tcelllymphoma

l2:４５ＬＥＣＴＵＲＥ２４Chairman:JialunWang(王嘉恰）

ShenyangMedicalCollege

WeiliLv(呂威力）

ChinaMedicalUniversity

ExpressionofWnt-1inRatTrachealStemCellduringtheEarlyProliferationandDifferentiation

l3:O0LECTURE25Chairman:YunningHuang(黄允宇）

NingxiaPeople'sHospital

YalanLiu(対亜炭）

ChinaMedicalUniversity

Expressionofaquaporin-3(AQP3）anditssignificanceinnormalandneoplasticlungtissues

l6:O０ＬＥＣＴＵＲＥ２６Chairman:HaipingZhang(誰海洋）

ＸｉａｍｅｎＮｏ､１Hospital

BoYangl(栃波）

1)ShenYangGeneralHospitalinShenYangArmy

2)ChinaMedicalUniversity

Detectionandsignificanceofl3-GlucuronidasemRNainthetissueofliverandkidneyofhumanbeing

l6:１５LECTURE27Chairman:SongsongChen(除寿松）

GuangzhouMilitaryAreaWuhanHospita

BoYang1(栃波）

1)ShenYangGeneralHospitalinShenYaｎｇＡｒｍｙ



2)ChinaMedicalUniversity

Expressionandsignificanceofβ一GlucunidasemRNAindifferentdiffentiationtissueofhepatocellularcarcinoma

l6:３０ＬＥＣＴＵＲＥ２８ Ｃｈａｉｌｍａｎ:CailiHan(幹彩而）

HebeiUniversity

PoorDifferentiationandProgres-

HongtaoXu(徐洪痔）

ChinaMedicalUniversity

BothAbnormal-CateninandReducedAxinExpressionAreAssociatedwithPoorDifferentiati〈

sioninNon-SmallCellLungCance

l6:４５LECTURE29Chairman:XuguangWang(王旭光）

ShenyangMedicalCollege

ShundongDai(戴順末）

ChinaMedicalUniversity

EffectofHSP90onapoptosisofNIH3T3cellsiｎｄｕｃｅｄｂｙＴＮＦ－α/CHX

17:OOLECTURE30Chairman:CuifangWang(王翠芳）

ShenyangNo､８Hospital

WenboDai(代文博）

ChinaMedicalUniversity

ExpressiｏｎｏｆＴＲＡＦ４ｉｎＢｒｅａｓｔＣａｒｃｉｎｏｍａ

ｌ７:１５LECTURE31Chairman:DongpingTian(田末簿）

ShantouUniversity

MeiWu(臭攻）

ChinaMedicalUniversity

ExpressiｏｎａｎｄＳｉｇｎｉｆｉｃａｎｃｅｏｆＰＲＬ－３ｉｎＨｕｍanNon-smallCellLungCancer

l7:３０LECTURE32Chairman:YifuGuan(美一夫）

ChinaMedicalUniversity

ShuyuLi(李妹玉）

ChinaMedicalUniversity

ExpressionofHeparanaseProteininHumanNon-smallCellLungCancer

l7:４５LECTURE33Chairman:XiaolingLi(李暁玲）

LiaoningProvinceTumorHospital

ChangqingFang(方長青）

ChinaMedicalUniversity

ExpressionandsignificanceofRho-GDIainlungcancerandlungcancercelllines

l8:O0LECTURE34Chairman:HongweiLiu(対宏伶）

LiaoningProvinceTumorHospital

ZhijuanZhao(超志娼）

ChinaMedicalUniversity

TheExpressionofFAPinBreastCancerStromaａｎｄｌｔ，sRelationshipbetweenFAPandMVD

18:１５LECTURE35Chairman:EnhuaWang(王恩隼）

ChinaMedicalUniversity

XianxuZeng(曽完旭）

ChinaMedicalUniversity

ExpressionandSignificanceofp-Bad,ｐ－Ｅｒｋ､p-AktinBreastCancerProgression

l8:３０LECTURE36Chairman:ＹａｎＸｉｎ(辛彦）

ChinaMedicalUniversity



JingxianXu(徐静姻）

OsakaUniversityGraduateSchoolofMedicine

Analysisofp53andbakgenemutationsinlymphoproliferativedisordersdevelopinginrheumatoidarthritis

l8:４５LECTURE37Chairman:JingxianXu(徐静鯛）

No.４MilitaryMed・University

YupingXiao(肖玉葎）

ChinaMedicalUniversity

TheRelationshipofSurvivinProteinExpressionwithCarcinogenesisandProgressionofGastricCarcinoma-A

StudybyTissue-microarray

l9:O０ＤＩＮＮＥＲ

２００６．８．９

１０:O0LECTURE38Chairman:EichiSato(佐藤莱一）

KagoshimaUniverSity

YanningWang(王絶宇）

ShenyangMedicalCollege

StudyoneｘｐｒｅｓｓｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ｉｎｈｕｍａnprostatecancer

lO:３０ＬＥＣＴＵＲＥ３９Chairman:KiyoshiTakahashi(高析浩）

KumamotoUniversity

XuguangWang(王旭光）

ShenyangMedicalCollege

TheExpressionandSignificanceofCDX2inintestinalmetaplasiaofgastricmucosa

lO:４５ＬＥＣＴＵＲＥ４０Chairman息Ｈ､Nagura(名合宏）

TohokuUniversity

JiaWang(王嘉）

KagoshimaUniversity

AnimmunohistochemicalanalysisofpathogenicityofHelicobacterpylorionhumangastricepitheliainthebiopsy
specimensdiagnosedasGroup-I(Non-neoplasticandnon-atypicalregenerativelesions）

11:O0LECTURＥ４１Chairman:JialunWang(王嘉恰）

ShenyangMedicalCollege

CuifangWang(王翠芳）

ShenyangMedicalCollege

ExpressiｏｎｏｆＨＢＭＥ－１ａｎｄＲＥＴｉｎｂｅｎｉｇｎａｎｄｍａｌignantthyroidphthologicalchanges

ll:１５ＬＥＣＴＵＲＥ４２ChairmanKazuhisaHasui(蓮井和久）

KagoshimaUniversity

HongweiSun(称宏伶）

ShenyangTumorHospital

ClinicopathologicalSignaficanceoftheExpressionofTumorSuppresserGENEptenandcellapoptosiskeyfactor
Caspase-3inPrimaryMalignantGastricLymphoma、

１２:Ｏ０ＲＥＳＴ

１６:O0Closing

Chairman:ＸｉnshanJia(寅心善）ChinaMedicalUniversity

JinlongMa(弓金尤）XinjiangMedicalUniversity



ＣＡＴＡＬＯＧ

Koukilnai(井内康輝）………………･…･……………………………………………………………………･…１

MesotheliomainJapanwithspecialreferenceofaccuratepathologicaldiagnosis

MinSu(弥敏）・………………．．……･…･………･………･……．．……………･………………………･……･…２

Esophageal＆cardiaccancerinChaoshanregionofChina

CailiHan(幹彩釧而>･……．．…．．……･………．……･……･…･……………･………………………………………・３

StudyonthefunctionofP38MAPKingastriccarcinomacelllineanditsrelationshipwithCOX-2

KazuhisaHasui(蓮井和久）……･………･………………．．……･…………･………．．…………･………………３

１mmunohistochemicalanalysisofprogrammedcelldeathinsynovialtissuewithrhematoidarthritis

YUjieZhao(超雨蒸）……･…………………･………………･…………………．．………………･……･……･…・４

ResearchonCytochipApplyingtolmmunophenotypingforLeukemia

H、Nagura(名合宏）・………･………･……｡．………･……･………･……………………………………………・S

PalatinetonsilsinlgAnephropathy．－Ａｒｏｌｅofthepathogenesis

WeixiaZhong(仲儒霞）･…………･…………………………．．………………･…………………………………・S

TheClinicopathologyandlmmunohistochemicalFeaturesinSolid-pseudopapill-aryNeoplasmofPancreas・

DaLingZhu(朱大11I令)･……･…………………………………………．……･･……………………………………・６

Effectsofl5-HETEandERK1/２onPulmonaryArteryConstrictioninChronicHypoxicRats

KaoriHidaka(日高薫）・…･………･……．．…………………･……………………･……･………………･………６

"Woqi'':CulturalExchangeofLacquerbetweenChinaandJapan

YutakaTsutsumi(堤寛）………･…………．．………………………………………･…………．．……･……･…・７

１mmunohistochemicaldemonstrationofapoptosisinparaffinsectionsofcoloncancers,withspecialreferenceto

cellsexpressingbothapoptosisandcell-proliferationmarkers・

JinlongMa(弓金尤）……………･………･…………………………………･………………．．…………･………７

QuantitativeStudyofCellProliferationandApoptosisintheDevelopmentofNeuralTubeDefectsCausedbyHy‐

perthermia・

YuanyiXu(徐近又）．．……………………．……………･…･…･………………･･･……………………｡．……･…８

StudyoftheEnhancedAnti-tumorallmmunefunctionHumanPeritonealMacrophagesbyPolyresistin・

TeruhisaOkumura(奥村晃久）・……･…………･…………………………………………………………………８

AnadultcaseofEpstein-Barrvirus(EBV)－associatedT/NK-celllymphoproliferativedisorder，Areportof

anautopsiedcase

DongpingTian(田末簿）……………………………………………………･…･…………･……………………９

NeuralprecursorcellDifferentiationandProteinExpressioninHippocampusofProlongedSeleniumDeficiency

rats

XiaofengYang(栃暁風）…………･…………．．……………………………･…･……………………･…………１０

TransplantationofautologousperipheralbloodstemcellsfOrthetreatmentoflimbischemicdisorder・

LingZhang(雅玲）………･…………･…………･………………………………………………………………１０



Theinhibitoryeffectsofangiostatinonhumanendothelialcellsinducedbytumor

ChengyaoXie(i射成耀）………………･…･…………･………………･…･…………･…………………………１０

Theanalysisofpathologicdiagnosisin4312rapidfrozenhistologicalsections

JUjiuQiao(弄菊九）…．．…･………･…･………･………･……………･…………………･………………………１１

PinloverexpressioninSquamousCellCarcinomaandAdenocarcinomaofLungandltsCorrelationwithCyclinD1

WeiCao(曹蔽)………………………………………･…･……………………………………………･…………１１

TheExpressionandSignificanceofＰｉｎｌａｎｄβ一catenininSquamousCellCarcinomaａｎｄAdenocarcinomaof

Lung

YanchunHan(幹絶春）………･……･………………………………･………･………………………．．………１２

Correlationbetweenexpressionofp38MAPKsignalingmoleculeanduPAinbreastcancer

YingHan(幹釜）…………………………･･…･……･……………･……………………………………………・１２

TherelationshipofThymosinβ１５withDifferentiationandMetastasisofProstateCancer

JunWang(王君）．．………………………･…．｡………………………………………………･…………………１３

TheRoleoflnsulin-likeGrowthFactor-2(IGF2）GeneDMRSinTCDD-INDUCEDMalformation

LingGeng(歌聡）･……………………………･……………･…･……･……………………．．……………．…･…１３

ChangesofUltramicro-appearanceofTrachealStemCellsDuringRatTrachealRegeneration

LinlinWang(王琳琳）………･……･…………………．．………………………･…………………………･……１４

ChangesinWnt/－cateninSignalingPathwayDuringRegulatedProliferationandDifferentiationofTracheal

StemCellsinRatTrachealRegeneration

YangQu(曲栃）……………･……･……………………………･…･……………･……………………………・１４

DynamicchangesofHistonedeacetylaselDuringRegulatedGrowthofBronchialStemCellsinhumanbronchial

Regeneration

YanmeiZhu(朱延美）…･………………･……………………･……･…･………………………………･………１５

ExpressionandSignificanceofScavengerReceptorAinstromaofnasalＮＫ/Tcelllymphoma

WeiliLv(呂威力）．｡…………………．．……･…………･……･……･………………………………………･…１６

ExpressionofWnt-1inRatTrachealStemCellduringtheEarlyProliferationandDifferentiation

YalanLiu(対亜炭）…．．…………･…………………．．……………………･……･…･………………………･…１６

Expressionofaquaporin-3(AQP3）anditssignificanceinnormalandneoplasticlungtissues

BoYang(栃波）・…………………．………･…………･…･…………．．……………．．……．．………･…………１７

Detectionandsignificanceofl3-GlucuronidasemRNAinthetissueofliverandkidneyofhumanbeing

BoYangl(栃波）…………………．．…………………………………･………･……………………．．…………１７

EXpressionandsignificanceofβ－GlucunidasemRNAindifferentdiffentiationtissueofhepatocellularcarcinoma

HongtaoＸｕ(徐洪痔）…･…･………･…………･･………………………･…･………………･………………･…１８

BothAbnormal-CateninandReducedAxinExpressionAreAssociatedwithPoorDifferentiationandProgres‐

sioninNon-SmallCellLungCance

ShundongDai(戴順末）……………………………………．．………………………………………･…………１８

EffectofHSP90onapoptosisofNIH3T3cellsinducedbyTNF-α/CHX

WenboDai(代文博）……………………･…･……･……･………･…………･………･……………．．…………１９

ExpressionofTRAF4inBreastCarcinoma

MeiWu(呈攻）･………･………･…………………･…･…………………･…･……………･……･………………１９

ExpressionandSignificanceofPRL－３inHumanNon-smallCellLungCancer



ShuyuLi(李妹玉）…･………･…………･……………………･………･………………………………………・２０

ExpressionofHeparanaseProteiniｎＨｕｍａｎＮｏｎ－ｓｍａｌｌＣｅｌｌＬｕｎｇＣａｎｃｅr

YuchenHan(方任青）……･…………･………．．……･…………………………･･…………･………………･…２０

ExpressionandsignificanceofRho-GDIainlungcancerandlungcancercelllines

ZhijuanZhao(越志婿）……………………･……………･…･…･…………･…………………･…………………２０

TheExpressionofFAPinBreastCancｅｒＳｔｒｏｍａａｎｄｌｔ，sRelationshipbetweenFAPandMVD

XianxuZeng(曽完旭）．．………………･………．．…………………．．…………･…………………………･……２１

ExpressionandSignificanceofp-Bad､ｐ－Ｅｒｋ､p-AktinBreastCancerProgression

JingxianXu(徐静姻）・………………･………………………………………………………･…………･……・・２２

Analysisofp53andbakgenemutationsinlymphoproliferativedisordersdevelopinginrheumatoidarthritis
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MesotheliomainJapanwithspecialreferenceofaccuratepathologicaldiagnosis

Koukilnai

HiroshimaUniversity

MesotheliomahasbeenincreasinginJapanrelatedtothehugeamountofuseofasbestosmainlyintheperi‐

ｏｄｂｅｔｗｅｅｎｔｈｅｌ９６０，ｓａｎｄ１９９０，ｓ・Mostofmesotheliomahavelatentperｉｏｄｏｆ３０－４０yearsfromtheinitialex‐

posuretoasbestos,andtherefore,thenumberofdeathbymesotheliomahasincreasedrecentlyandreachedｔｏ９５３

ｉｎ２００４,however,itissupposedthatthetotalnumberofdeathbymesotheliomawillreachｔｏ５０，OOOuntil2030・

Sofar,thenationallaborlawinJapanhascoveredthecompensationforthevictimsonlybyoccupationalexpo‐

sure,andinaddition,thenewnationalcompensationsystemhasestablishedinMarch,2006,becausethevictims

underthecommonlivinglifewereidentifiedlastyear・

Ｔｈｅclinicaldiagnosisofmesotheliomaisdependentonimagingincludiｎｇｘ－ｒａｙ,ＣＴｏｒＭＲＩ,becausethe

serummarkersarenotreliableatthistimeandtherefore,thedefinitediagnosisbypathologicalexaminationhas

beenrequired・However，therearemanyhistologicalvarietiesinmesotheliomaandthediagnosticcriteriaof

mesotheliomaisunClear,andinfact,thedefinitepathologicaldiagnosisisnｏｔｓｏｅａｓｙ・Accordingtoourinvestiga‐

tions,thepathologicaldiagnosisinJapanisnotcorrectinlO-１５％ｏｆcases・

Fromthefactsabovementioned,wetriedtomakethehistologicalcriteriabasedontheimmunohistoche‐

micalstudytoimproveaccuracyofthediagnosisofmesothelioma､Eighty-eightcasesofepithelioidmesothe‐

liomawerecollectedfrommanyinstitutionsinJapan,andasthecontrol,５１casesofpulmonaryadenocarcinoma

wereselectedfromthefileofourdepartment,Ｏｎｔｈｅｏｔｈｅｒｈａｎｄ,４１casesofsarcomatoidmesotheliomawerecol-

lectedbythesamemannerofepithelioidmesothelioma､Asthecontrol,４７casesofvarioustypesofsarcomawere

selectedfromoursurgicalfile､Inthesecases,therepresentativetissueblockswereusedforimmunohistochemical

stainingsbySABmethod・

Astheresults,theimmunohistochemicalfindingsinepithelioidmesotheliomaaresummarizｅｄｉｎＴａｂｌｅｌ・On

thebasisofthesensitivityandspecificityofeachofantibodies,thecombinationofcalretinin,WT1orthrombo-

modulinaspositivemarkerandCEAasnegativemarkerisusefulforthecorrectdiagnosis・Thesummaryinsar-

comatoidmesotheliomaisｓｈｏｗｎｉｎＴａｂｌｅ２,ａｎｄｏｎｔｈｅｂａｓｉｓｏｆｔｈｅｓｅｎｓｉｔｉｖｉｔｙａndspecificity,thecombinationof

CAM5､２ａｎｄＡＥ１/AE3aspositivemarkersisuseful､Inaddition,specificpositivemarkersforeachofsarcomas，

ｓｕｃｈａｓａ－ＳＭＡｏｒｈ－ｃａｌｄｅｓｍｏｎｆｏｒｌeiomyosarcoma,MyoD1ormyoglobinfOrrhabdomyosarcomaareusefulfor

thediagnosis・

Itissupposed,thatmesotheliomainChinawillshowseriousproblemsinthefutureaswellasinJapan,ｂｅ‐

causetheamountofasbestos-useisincreasinginChinaevennow､Itisexpectedthatourexperienceisusefulin

China・

TablelComparisonofimmunohistochemicalfindingsbetweenepithelioidmesotandpulmonaryadenocarcinoma

Antibodines

Calretinin

WT1

AE1/ＡＥ３

ＣＡＭ５､２

Cytokeratin5/６

Vimentin

EMA

Thrombomodulin

Measotｈｌｉｎ

ＣＥＡ

ＣＡ１９－９

ＣＡ１２５

PositiveCases(％）

Epithelioidmesothelima

83/87(95.4）

82/84(97.6）

88/88(100）

84/87(96.6）

54/78(69.2）

80/88(90.9）

84/88(95.5）

57/84(67.9）

64/83(77.1）

６/86(7.0）

７/40(17.5）

３４/40(85）

Pulmonaryadenocareinoma

17/51(33.3）

8/51(15.7）

51/51(100）

51/51(100）

21/51(41.2）

24/51(47.1）

51/51(100）

10/51(19.6）

36/51(68.6）

50/51(98.0）

37/51(72.5）

４/51(8064）

ｐ－ｖａｌｕｅ

＜０．００１

＜０．００１

０．１８

０．００１６

＜０．００１

０．１２

＜０．００１

０．４０

＜０．００１

＜０．００１

０．５７
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Table2Compansonofimmunohistochemicalfindingsbetweensarcomatoidmesandvar1oustypesofsarcoma

Antibodines

Calretinin

WT1

AE1/AE3

CAM5､２

ＥＭＡ

Ｄｅｓｍｉｎ

ａ－ＳＭＡ

Ｓ－１００ｐ

ＣＤ３４

ＫＰ－１

PositiveCases(％）

Sarcomatoidmesothelima

39/44(88.6）

39/44(88.6）

38/44(86.4）

41/44(93.2）

２２/44(50）

5/44(11.4）

24/42(57.1）

18/41(43.9）

２/37(5.4）

27/41(65.9）

Varioustypesofsarcoma

14/47(29.8）

20/47(42.6）

２/47(４．３）

３/47(６．４）

5/47(10.6）

25/47(53.2）

1747(59.6）

17/47(36.2）

20/47(42.6）

38/47(80.9）

ｐ－ｖａｌｕｅ

＜０．００１

＜０．００１

＜０．００１

＜０．００１

０．００１

＜０．００１

０．８１

０．４６

０．０００１

０．１１

Esophageal＆cardiaccancerinChaoshanregionoｆＣｈｉｎａ

ＳｕＭｉｎａ,ＬｉＸＹａ,ＨｕａｎｇＨＨａ,ＬｉＨｂ,ＴｉａｎＤＰａ,ＧａｏＹＸａ

ａ･DepartmentofPathology,thekeyimmunopathologylaboratoryofGuangdongprovince，ShantouUniversity

MedicalCollege,Shantou515031GuangdongChina．

ｂ・StateKeyLaboratoryofGeneticEngineeringandCenterforAnthropologicalStudies,SchoolofLifeSciences，

FudanUniversity,200433ShanghaiChina・

QuestionlWhatisincidencetrendofesophageal／cardiaccancerinChaoshanNowadays？

EpidemiologicalinvestigatingofthemorbidityrateofesophagealcancerofNanaoislandinChaoshanregionfrom

l995to2004

(1)CancerregistersystemestablishedinNanaolsland

l)CancerRegistrySysteminNanaolslandbasedattheDepartmentofonco-pathologyShantouUniversity

MedicalCollegecooperatedwithboardofhealthinNanaoisland，

2)EveryyeartheteamoftheDepartmentｏｆｏnco-pathologyShantouUniversityMedicalCollegewenttoNan,

aoislandandcalledatnewpatients，housescheckingtheincidencedataofthelastyearthroughrandomsampling

survey・

Question2TheoriginofChaoshanhighriskpopulation？

Aboutthreethousandsyearsago,thenativeofChaoshanbelongedtoNanmanpeoplewhowerebranchofBaiyue

peoplemainlylivinginsouthernofoldChina．

r･Ｉ

鯛…………｡frj風
…１通識

u閃､３

ヤーゥゲ満

･亭諒伸内 岸￥

蕊識繍

蟻
戯j；

蕊;鯉

ui､噂

ア

虹も

c…Ⅲ淵‘鯛＃"､!‘耐剛ｉ
他hlkdlrIRI甜卯帥ｒｌＭ副仙〕Ｍｌｌ

:MnLIcu制GlmM1jILI〔国l1InZLill

恥禰弗凸



剛e肋”肋加ｅｍａｒ伽ａＪＳ〕"叩o血加呼ＭＩ"山rRz伽ﾉogy,伽9.2006 ３

MitochondrialDNAandYchromosomeevidence:Affinitiesandconsanguineousrelationshipbetweensouthern

andandnortherlyesophagealcancerhighriskpopulationinChina

CollaboratedwithProf.ＬJin，sgroup､FudanUniversity

Conclusion

ThereareclosergeneticrelationshipamongChaoshan,FUjian,HenanTaihangmountainEChigh-riskpopula‐

tions,implicatingacommonancestry．

Ｓｔｕｄｙ０ｎｔｈｅｆｕｎｃｔｉｏｎｏｆＰ３８ＭＡＰＫｉｎgastriccarcinomacelllineanditsrelationshipwithCOX-2

CailiHan,Wei-qingSong,Jin-yingWei

Departmentofpathology,HeBeiMedicalUniversity,ShijiazhuangO50000,China

Ohjective:Theclinicalepidemiologicalinvestigationshowthatnon-steroidalａｎti-inflammatorydrugs
(NSAIDs)canreducetheincidencerateofdigestivetractcarcinoma・Themechanismoftheantineoplasticeffect

ofNSAIDsistightlyrelateｄｗｉｔｈＣＯＸ－２ａｎｄＰ３８ＭＡＰＫ・

Meth0ds:SGC7901celllinearedividedintofourgroupsatrandominvito:ＣＯＮ：controlgroupwithnoany

treatment;ＮＳ:grouptreatedwith70umol/ＬＮＳ３９８ｆｏｒ４８ｈ;ＳＢ:grouptreatedwith5umol/LSB203580for

48h;SBNS:grouppretreatedwith5umol/LSB203580for30mins,thentreatedwith70umol/LNS398for48h・

UseFCMtodetectapoptosisandproliferationandWesternblottodetecttheproteinexpressionofCOX-２ａｎｄ

Ｐ３８ｏｆｔｈｅｃｅｌｌｓｉｎｅｖｅｒｙｇｒｏｕｐ・

Results:TheapoptosisratiohasanobviousdistinctionfromCONgroup(Ｐ＜0.05),SBNSgroupishigherthanin

NSgroupａｎｄＳＢｇｒｏｕｐ(Ｐ＜０．０５).Asforinfluenceoncellcycle,drugsineverygroupcanreducepercentageof

cellsonSphaseandthepercentageofGO/G1phaseisincreased,butonlyresultofSBNSgrouphasstatistical

significance(Ｐ＜０．０１).TheproteinexpressionlevelofCOX-2ineverytreatedgroupisreducedcomparedwith

thatofCONgroup,(Ｐ＜0.05),inSBNSgroupislowerthaninNSgroupandSBgroupobviuosly(Ｐ＜0.05)，
ａｎｄｔｈａｔｂｏｔｈｉｎｈｉｂｉｔｏｒｏｆＣＯＸ－２ａｎｄP38canreduceexpressionofCOX-2protein・Theproteinexpressionof

P-P38inSBgroupislowerthaninCONgroup(Ｐ＜0,05).InNSgroupandSBNSgroupitishighercompared

withCONgroup(Ｐ＜０．０１).TheproteinexpressionofP-P38inSBNSgroupgoesbetweenNSgroupandSB

group(Ｐ＞0.05)．

Conclusions:Ｐ３８ＭＡＰＫｉｓａｔｔｈｅｕｐｓｔｒｅａｍｏｆＣＯＸ－２andcanupregulateitsexpression,COX-2mayhavea

negativefeedbackfunctiononP38MAPKThefinaleffectofactivatedP38MAPK(ｐ－Ｐ３８ＭＡＰＫ)inSGC7901

istopromotethedevelopmentoftumour・P38upregulatingtheexpressionofＣＯＸ－２ａｎｄａｃｔｉｖａｔｅｄ－Ｐ３８induc-

ingtheapoptosisoftumourcellmaygothroughtwodifferentpathwaysrespectively・NS398doesnotinducethe

apoptosisoftumourcellsthroughactivatingP38signalpathway．

Immun0histochemicalanalysiｓ０ｆｐｒｏｇｒａｍｍｅｄｃｅｌｌｄｅａｔｈｉｎｓｙｎｏvialtissuewithrhematOidarthritis

KazuhisaHasui''2,KiyohiroSakae3,MotohiroTakeya4,JiaWang''2,TakashiHayata5,TakamiMatsuyamal,Ei-
ichiSato6

1､Departmentoflmmunology(2.Previous2ndDept,ofAnatomy),GraduateSchoolofMedicalandDentalSci-

ences,３.CourseofPhysicalTherapy,SchoolofHealthSciences,FacultyofMedicine,KagoshimaUniversity，

４.DepartmentofCellPathology,GraduateSchoolofMedicalSciences,ＫｕｍａｍｏｔｏUniversity,５.KagoshimaWe-

men，sJuniorCollege,６.KagoshimaUniversity

Histogenesisofthesynovialtissueinrheumatoidarthritis(ＲＡ)wasinvestigatedbymeansofantigenre-

trieval-supersensitiveimmunostainingofbeclin-1forautophagytogetherwiththeantigenretrieval-ordinary

immunostainingofcleavedcaspase-3forapoptosisandCD204formacrophagescavengerreceptor(MSR).Paraf-

finsectionsfrom6caseSofthesynovialtissuewithfibrinoiddegenerationpathognomonicforRAwereused・Syn-

ovialliningcellsfellinautophagiccelldeathatthesurfaceandweredesquamatedintothelumenwhenthesyn‐
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ovialliningcellsexpressedCD204strongly・

HyperplasticsynovialcellsalsofellinautophagiccellsdeathatthedeepportionwheretheCD204-positive

cellsotherthanthesynovialcellswereconcentrated,whentheothersynovialcellsexpressedbeclin-1forau‐

tophagymaintainingtheirlongsurvival,Massivefibrinoiddegeneratedtissuewasdenselylabeledbybeclin-1，

indicatingthatthefibrinoiddegenerationwasmassiveautophagiccelldeathofthesynovialtissueinRA､Conse‐

quently,theprogrammedcelldeathinthesynovialcellswasautophagiccelldeath・Inthechronicphaseofthe

synovialRA,accelerationofautophagiccelldeathmodifiedhistogenesisoftheRA-synovialtissue,activating

synovialcellsandmacrophages・Thepathognomonicfibrinoiddegenerationwasmassiveautophagiccelldeathof
thesynovialtissuealthoughthecausewasunknown．

ResearchonCytochipApplyingtolmmunophenotypinghrLeukemia

YUjieZhao,HuaYang

CenterofBiochip,ChinaMedicalUniversity

Leukemiaisoneofthecommonmalignantneoplasms,BefOrethel980sdiagnosisofLeukemiamainlybasedon

morphology,Monoclonalantibodyapplicationfoｒｔｈｅｔｙｐｉｎｇｏｆｌeukemiahasopenedanewway・Immunopheno-

typingforLeukemiaovercomestheshortcomingofFABclassification(morphology),accuracyfOrdistinguishing

acuteleukemiaofmyeloidandlymphoidorigin・FABclassifyprovidesmorethan6０％andlmmunophenotyping

provides9０％accuracy・

NowclinicalleukemialmmunophenotypingmainlyinFABclassificationguidednotcleardiagnosis,conduct

l～２antibodyimmunohistochemistrytestingtobonemarrowslides・Itisdifficultinitsclinicalapplicationbythe

specimenvolume;pricerestrictions・Flowcytometricanalysisofleukemｉａｗｉｔｈｐａｎｅｌｓｏｆｍonoclonalantibodies

nowprovides９０％accuracyforimmunophenotyping・Buttheirequipmentisexpensiveandlabor-intension,ｒｅ‐

quiringfluorescentlylabeledandallowingconcurrentanalysisforalimitednumberofCDantigens,usuallythree

tofour､ItisdifficultfOrwidespreadapplication・

Thisexperimentconstructsacytochipapplyingtoimmunophenotypingofleukemia・Ｗｅｃｈｏｓｅａｎａｒｍｅｌｅ‐

ｍｅｎｔｔｈａｔｈａｓａｓｔｒｏngabilitytoimmobilizeprotein,throughantigen-antibodyreactiontocapturecells,ａｎｄｓｅ‐

lectionofagroupofsuitableantibodiestoformmicroarray､Usingacytochiptoimmunophenotypeleukemiapa‐

tients，veinbloodspecimensprovidesasimpleclinicallmmunophenotypingofleukemiadiagnostictools・

Methods:１.Slidedecoration:Theeffectsofdifferentchemicalreagentonslidewerecomparedandslideimmobi-

lizationefficiencywasdetectedbyfluorescenceproteiｎ.Wechoseachemicalreagentthathasastrongabilityto

immobilizeprotein;２．Cytochipconstruction:Monoclonalantibodiesthatareappliedtoimmunophenotypingof

leukemiawerefixedslidetoformcytochip;３．Immunophenotypingofleukemiabycytochip:Asuspensionof

mononuclearcellsisappliedtothecellarrayandcellsonlybindtoantibodydotsfbrwhichtheyexpressthecor‐

respondingCDantigen,ＴｈecytochipthathadcapturedcellsweredyedwithWright，ｓ－Ｇｉｅｍｓａ・Results:１.The

glassesslidesmodifiedwithaldehydehavethehighestefficienciesofproteinimmobilizationandactivitiesofthe

proteins;２.Eachpointoftheglassesmodifiedwithglutaraldehydehassameefficiencyofproteinimmobilization；

３.Thecellsdotswereeasytobeobservｅｄｂｙｔｈｅｓｃａｎｎｅｒｏｒｔｈｅｃｏｍｍｏｎｏｐｔｉｃsmicroscope･Theboundcellswere

specialaccordingtocorrespondingantibodydetectedbyfluorescentlylabeledantibodiesandmorphology;４．７ｃas‐

ｅｓｗｅｒｅｄｉａｇｎｏｓｅｄＡＬＬ２ｃａｓｅｓＴ－ＡＬLexpressedCD2，ＣＤ５，ＣＤ7,ＨＬＡ－ＤＲ;５casesB-ALLexpressed

CD19,ＣＤ10,ＣＤ11,ＣＤ３７;５．２３caseswerediagnosedAMLTheincideｎｃｅｏｆＨＬＡ－ＤＲ､ＣＤ３３、ＣＤ１４､CD34

expressionwasrespective69､６％、６９．６％、３０．４％、２１．７％・Ｍ３ｄｉｄｎ,ｔｅｘｐｒｅｓｓＨＬＡ－ＤＲ,CD14wasonlyex-

pressedinM4､Ｍ5.Conclusion:Thearmelementchosehashigherefficienciesofproteinimmobilizationandac今

tivitiesoftheproteins・Monoclonalantibodieswerespottedontheslidemodifiedwithaldehydｅｔｏｍａｋｅｃｙ‐

tochip・Theresultsoflmmunophenotypingofleukemiabycytochipareconsistentwithrelevantpaper・Ｔｈｅｒｅ‐

sultscanbeusedasfurthersupportandcomplementaritytoclinicalFABclassifies・Ｔｈｅｃｅｌｌａｒｒａｙｉｎｏｕｒｌａｂｈａｓａ
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relativelysimpletechniqueroute,easytooperateandrepeat・Itprovidesarapidandhigh-throughputdiagnostic

toolforclinicallmmunophenotypingofleukemia．

Palatinet0nsilsinlgAnephropatｈｙ．－Aroleofthepathogenesis

H､Nagura''2,OHotta3,Ｙ､Taguma3andKHozawa4

LDepartmentofAthleticsandNutrition,SendaiCollage,Sendai,Japan;Divisionsof2・Pathology,３.Nephrology

and40tolarygology,SendaiShakaihokenHospital,Sendai,Japan、

Ｔｈｅｕｐperaerodigestivetractpossesseslymphoidtissues,thepalatinetonsilandadenoid,whichhaveachar-

acteristiclymphoidarchitectureconsistingofprimaryandsecondaryfolliclessurroundedbyextrafollicularregions

andreticularepithelia・Ｔｈｅｙｐｌａｙｔｈｅｒｏｌｅａｓｐａｒｔｓｏｆａｎｉｎｔｅgratedmucosalimmunesystem・

IgAnephropathy(IgAＮ)isdefinedasaformofglomerulonephritisinwhichlgA,particularlyＪ－ｃｈａｉｎ－

ｌｉｎｋｅｄｌｇＡ１ｉｎａｎｉｍｍｕｎecomplexformdominateorcodominatewithintheglomulardeposits・Moreover,ｔｈｅ

body,ssynthesisoflgAexceedsthatofallotherimmunoglobulinclassescombined､Thatis,ｗｅｃｏｎｓｉｄｅｒａｖｉｅｗｏｆ

ｌｇＡＮａｓａｆｏｒｍｏｆimmunecomplexdiseaseswhichmucosallyderivedantigenselicitmucosalantibodysynthesis

togeneratepathogenicimmunecomplexes・CIinicallyupperrespiratoryinfectionandinflammationincludington-

sillitisoftenprecedelgAN,ａｎｄtonsillectomyiseffectiveforthetreatmentofthisdisease・Inthepresentstudy，

palatinetonsilsremovedfromlgANpatientswithorwithouthighdoseofsteroidtherapywereimmunohistomi-

callyanalyzed,ａｎｄcomparedwiththosefrompatientswithchronicrecurrenttonsillitis･

PalatinetonsilsfromlgANpatientswererichingerminalcentersbutrathersmall,andtheirsizeanddistri‐

butionwereirregularandtheoutlineoffOllicularareaswashazy・TheinterfollicularTcellareawasmuchbroader

andcontainedmoreimmunoblasticcellsofaBcelllineageandBcellsthanthosefromchronicrecurrenttonsilli-

tis,ＴｈｅＨＬＡ－ＤＲ＋reticulatedsponge-likeepitheliallayeroftonsillarcryptscontainedmanyBcells(surface

CD20＋ＩｇＭ＋Ｂ７＋),Tcells(CD4＋ＣＤ80＋ＣＤ86＋)andplasmacells(IgA＋orlgG+）,macrophages,andalsoin‐

terdigitatingdendriticcells(Ｓ－１００＋）.Byhighdosesteroidtherapy,germinalcentersbecamesmallerordisap‐

peared,ａｎｄＢｃｅｌｌｓａｎｄｐｌａｓｍａｃｅｌｌｓａｌｍｏｓｔｄisappearedinthecryptepitheliallayer､Fromthispresentstudy,we

stronglyfavortheviewthatthedevelopmentｏｆｌｇＡＮｔｏｂｅａｃｏｎｓｅｑｕｅｎｃｅｏｆａｎａｌｔｅredanddysregulatedmucosal

Bcellresponses,andthetonsilseemstobeauniqueorgancausinginitialand/orprogressiveeventstogenerate

glomerulardepositedimmunecompleｘｅｓｉｎｌｇＡＮ・Thustonsillectomymaybeaworthwhileprocedureinthe
treatmentoflgAN．

TheClinicopathologyandlmmunohistochemicalFeaturesinSolid-pseudopapill-aryNeoplasmofPancreas･

WeixiaZhong(Email:weixiazh＠to、.com)＊,Hua-zhuSong,Ling-lingGuo,Dian-binMu,Lan-pingSun，
ＹＡＮＧＡｉ－ｑｉｎｇ,Xue-meiZhan,Ｙｕ－ｈｕｉＬｉ

器DepartmentofParthology,ShandongTumorHospital,Jinan,250117,China

Ohjective:Tostudytheclinicalpathologicalandimmunohistochemicalfeatures,histogenesisofsolid-pseu‐

dopapillaryneoplasmofpancreasaswellasitsrelationwithsexhormonereceptors・

Methods:Eighteensolid-pseudopapillaryneoplasmsofpancreaswerestudiedusinghistological(ＨＥ)andim‐
munohistochemical(SP)methods・

Results:Eighteencases(femalel7,ｍａｌｅｌ)ｗｅｒｅｌ３－４１ｙｅａｒｓｉｎａｇｅｗｉｔｈａｍｅａｎｏf２２．７years､Thechiefcom‐

plaintswereabdominalpainandpalpablemass､１５caseswerefollowed-upfromlO-102months､１３ofl5cases

werealivepostoperatively,２patientsdiedofthediseaseafterl2and25monthsrespectivelyafterpalliativeoper-

ationfortumor､Mosttumorswereencapsulatedwithsolidandcysticareas・Histologicalfeaturesincludepseu‐

dopapillarystructureswithfibrovascularcores・Immunohistologically,thetumorswerepositivefora-1-AT(１５

cases),vimentin(12cases),synaptophysin(8cases),ＣｇＡ(3cases),CKandinsulin(2cases),ｇｌｕｃａｇｏｎａｎｄＳ－１００

(１case),ＰＲ(１４cases),ＥＲ(１case),pS2(６cases),ＰＣＮＡ(９cases),Ki-67(８cases),butnegativeforCEAand
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gastrln・

Conclusion:Solid-pseudopapillaryneoplasmofpancreas,adistinctneoplasmoflow-grademalignancyinyoung

women,expressesbothexocrineaswellasendocrinedifferentiation・Thetumorcloselyconnectswithsexhor‐

monereceptors．

Effects0fl5-HETEandERK1/z0nPulmonaryArteryConstrictioninChronicHypoxicRats

Chaｎｇ－ＬｉａｎＬｕ１,ＹＥＨｏｎｇＷｕａ２,Xiao-BoTanga,Da-LingZhua3

1・CollegeofPharmacy,HarbinMedicalUniversity,HeilongjiangProvince,Harbin,China；

2.MudanjiangMedicalUniversity,，HeilongjiangProvince,Mudanjiang,China；

3.KeyLaboratoryofBiopharmaceuticalEngineeringofHeilongjiangProvince,Harbin,China

ThisworkwassupportedbyNationalNaturalScienceFoundationofChina(30370578).Theaimofthepre‐

sentresearchwastoinvestigatewhethertheextracellularsignalregulatedkinase-1/2(ＥＲＫ１/2)pathwaywas

irivolvedinl5-hydroxyeicosatetraenoicacid(１５－HETE)一inducedchronichypoxicpulmonaryartery(ＰＡ)con‐

strictionandwhetherERK1/２activitywasinfluencedbyl5一HETE,forclarifyingthemechanismofhypoxic

pulmonaryvasoconstriction(ＨＰＶ).Ratswereplacedinhypoxicboxwithfractionalinspiredoxygen(FiO2)0.12

fOr9daystomakehypoxicmodels,whilethoselivedinFiO20､２１asnormalcontrols・Heartandlungｓｗｅｒｅｔａｋｅｎ

ｏｕｔｆｒｏｍｃｈｅｓｔａｎｄＰＡ１－１．５mmindiameterwereisolatedandcutintoringswith3mmlongfortensionstud‐

iesinorganbaths､Theringtensionsbeforeandafteraddingl5-HETEwerecompared,InfluencesofERK1/２

upstreamkinaseinhibitorUO126asweuasendotheliumintegrityonl5一HETE-inducedHPVwasobserved、

ExpressionandactivityofERK1/２inculturedratpulmonaryarterysmoothmusclecells(PASMCs)treatedｗｉｔｈ
ｌ５－ＨＥＴＥｆｏｒｄｉｆｆｅｒｅｎｔｔｉｍｅｓandconcentrationswereexaminedbyWesternblot､１５－HETEsignificantlycon‐

strictedPAringsinhypoxicrats,andtheresponseinthehypoxicringsweresignificantlygreaterthanthatin

normoxicones(Ｐ＜0.05).UO126significantlyreducedvasoconstrictionwhichwasinducedbyl5-HETEboth

inendothelium-intactand-denudedrings（bothwereP＜0.05).Westernblotresultsshowedl5-HETEen‐

hancedactivityofERK1/２inPASMCs,increasingwithconcentrationanddecreasingwithtime､１５－ＨＥＴＥｕｐ‐

regulatesactivityofERK1/２inPASMCsofrats・TheActivationofERK1/２isanimportantstepinl5-HETE
-inducedHPVinrats．

"Ｗ０ｑｉ'，:CulturalExchange0fLacquerbetweenChinaandJapan

KaoriHIDAKA

AssociateProfessorofNationalMuseumofJapaneseHistory

WecannotthinkofJapaneselacquerworkoverlookingtheChineseinfluenceuponitduringthelongcourse

ofhistorydowntothepresenttime・ＴｈｅｒｅａｒｅｓｏｍａｎｙｅｘｔａｎｔlacquerpiecesintheShoso-inTreasureHouseof

Todai-jiTemplethatindicatethecloserelationshipbetweenJapaneselacquerworkandthatofChina・Japanese

craftdevelopedthenationalstylemodeledaftertheTangdynastyartthatwasactivelyabsorbedａｔｔｈｅｔｉｍｅ，

YetitisalsotruethatlacquerworkofJapanoccasionallyinfluencedthatofChina・Inthislecturelintroduce

anothersideoftheexchangebetweenChinaandJapanthroughthefactthatthemaｋｉ－ｅｗａｒｅｍａｄｅｉｎＪａｐａｎ

ｃａｍｅｔｏｂｅｌｏｖedbypeopleinChina,andtobeimitated・

Maki-eisauniquetechniquetoJapantomakedecorationoverthelacqueredsurfacewithsprinkledgold

powder,usingtheadhesivenessofthelacquersap・Lacquerwareinmaki-edecorationconsideredtobespecialty

ofJapanａｎｄｈａｓｂｅｅｎｂｒｏｕｇｈｔｔｏＣｈｉｎａａｓｇｉｖｉnggoodssinceatleastlOthcentury・Thesepieces,called“ｗｏｑｉ
(JapaneselacquerinChinese)，，,soonbecametoreceivegreatadmirationbyChinesepeopleanduntilthel6th

centuryfoundtheirwayasfurniture,boxes,andwritingutensilsinthescholar，sstudio、

Itissaidproducingmethodofmaki一ewarewastransmittedfromJapanbythecraftsmannamedYangwho

wassenttoJapantoacquirethetechniquearoundXuandeReign(1426-35)intheMingdynastyHisgrand‐
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child,Yanghyunlearntandhasimprovedthismethodandbeguntomaketheimitationofmaki-elacquer,which

wascalled“yangwoqi''．

IntheimperialcourtoftheQingdynasty,theJapanesemaki-elacquerandtheimitationofmaki-elac‐

quer,playedanimportantrole､Atthattimetheycametocallbothofthem“yangqi(foreignlacquer)”insteadof

"woqi"・TheemperorscollectedtheJapaneselacquertouseascuriocabinetsorsealcontainers,Theinteriorofthe

buildingsinthecourtwerefilledwithalotofimitationyangqifurniture・EmperorYongzhen(1723-35)wases‐

peciallyinterestedinsuchlacquerwaretomakespecialrequestforthelacquerproductmadeinthePalaceWork-

shops(Zaobanchu).WecanconfirmthisbythepaintingdepictingtheroomsintheQingcourtandthesurving

lmperiallacquercollectioninthePalaceMuseuminBeijingandTaipei・

TherearedistinctdifferencesinstyleandtechniquebetweenJapanesemaki-elacquerandChineseimita‐

tion(Itisgeneraltocallthetechniqueofit”miaojin，'ｎｏｗ.)whenweexaminetheobjects.Itispossibletosay

thatadmiringandimitatingtheJapanesemaki-elacquerbroughtanewextensiontothehistoryofthelacquer

craftofChina．

Immunohistochemicaldemonstrationofapoptosisinparaffinsectionsofcoloncancers,withspecialreferenceto

cellsexpressingbothapoptosisandcell-proliferationmarkers･

YutakaTsutsumi,Masayukilto,Yukakolitani,andShingoKamoshida

DepartmentofPathology,FujitaHealthUniversitySchoolofMedicine,Toyoake,JaPan

Asreportedpreviously(TsutsumiY,KamoshidaS､Pitfallsandcaveatsinhistochemicallydemonstrating

apoptosis・ActaHistochem､Cytochem,36:271-280,2003),heat-inducedepitoperetrieval-assistedimmunos‐

tainingforintracellularproteinscleavedandactivatedbycaspases,includingcleavedcaspases3，６，８and9and

cleavedcytokeratinl8,istechnicallystableandreproducible,inordertolocalizeapoptoticcellsinroutinelyfixed

archivalparaffinsections・

Inthepresentstudy,weevaluatedl)comparativeexpressionofcleavedcaspases3,６，８ａｎｄ９，and２)simul‐

taneousexpressionofbothapoptosisandcell-proliferationmarkersｂｙadoubleimmunostainingtechnique・

Cleavedcaspase3shouldbeauniversalmarkerofapoptosis・Caspａｓｅ６,locatedinthedownstreamofcaspasｅ３，

mediatesthecleavageofcytokeratｉｎ１８.Cleavedcaspases8isaspecificmarkerofapoptosisinthedeathreceptor

pathway,whilecleavedcaspase9representsapoptosisinthemitochondrialpathway､Bydoublelabeling,ｔｈｅｎu-

cleiofMIB-1-positiveproliferativecellswerestainedblacｋｗｉｔｈＮＢＴ/BCIP,whilethecytoplasmofcleaved

caspase3-positiveapoptoticcellswasstainedredwithfuchsindye・Empirically,surgicalspecimensofcolonic

cancerafterchemotherapyshowedhighernumbersofsuchdouble-labeledcells・Nudemice-xenotransplanted

humancoloncancercells(Ｃｏ－３ａｎｄＣＯＬ－１)weretreatedwith5-fluorouracil(５－ＦＵ)derivativesforltol4

days,andthetumorsfixedinformalinandembeddedinparaffinweresubjectedtoimmunohistochemicalanaly‐

sis､Fourteendaysafterchemotherapy,thetumorsregressedtol/３ｔｏ３/４oftheiroriginalvolumes・

Bothofthecoloncancercelllinesexpressedcleavedcaspases３，６ａｎｄ８ｂｕｔｎｏｔ９,suggestingthatapoptosis

inhumancoloncancersmainlydependsuponthedeathreceptorpathway・Thenumberofdouble-labeledcells

wasclearlycorrelatedwiththenumberofcleavedcaspase3-positiveapoptoticcells,andexhibitedapeaklto4

daysafterｔｈｅ５－ＦＵｔｒｅａｔｍｅｎｔ,whentheMIB-1-positiveproliferativecellsdecreasedinversely､Ｔｈｅｓｅｉｍ‐

munohistochemicalfindingsindicatethat5-FUprovokesapoptosisincoloncancercellsinaproliferativecycle．

Quantitativestudy0fcellpr0liferationandapoptosisinthedevelopmentofneuraltubedefectscausedbyhy‐

perthermia

MaJinlong''2,GaoYanli2,Gaoyingmao2,Liukai2,eta１．

１.XinjiangMedicalUniversity,Urumqi,830054；

２.ShandongProvincialHospital,ClinicMedicalcollegeofShandongUniversityJinan250021
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Ontheanimalexperimentmodelwithneuraltubedefectscausedbyhyperthermia,thenuclearfastredand

crystalvioletstainingmethodwasusedtoquantitativelyobservethecellproliferationandapoptosisintheembry-

onicneuralepitheliumandthemesenchymearoudneuraltube・Theresultsshowedthatthemitoticindexofthe

neuralepithelliumandthemesenchymearoundneuraltubeintheexperimentalgroupswasdecreased,theapop‐

toticindexincresedcomparedwithｔｈｅｃｏｎｔｒｏｌｇｒｏｕｐｓａｔ８ａｎｄｌ６ｈｏｕｒｓａftermaternalhyperthermia,ａｎｄｈｙ‐

pethermiainducedcelldeathinthelateralsidesofheadwasalwaysassociatedwiththezonesoftheprogrammed

celldeath(PCD)seeninthecontrolembryos・Itindicatedthathyperthermiamayinhibitproliferationofneuroep‐

itheliumandthemesenchymearoundneuraltube,andinduceexcessivecelldeathinregionsofPCD､Iｔｍａｙｂｅａｎ

ｉｍｐｏｒｔａｎｔｗａｙｂｙwhichhyperthermiacausesneuraltubedefects・

SupportedbyNSFC(No.30560045）

Studyｏｆｔｈｅｅｎｈａｎｃｅｄａｎｔｉ－ｔｕｍｏｒａｌｉｍｍunefunctionhummanperitonealmacrophagesbypolyresistin

YuanyiXu

NingxiaMedicalCollege

Ohjects:Toinvestigatethemechanismofintraperitonealinjectionofpolyresistininenhancingtheanti-tumoral

immunefunctionofperitonealmacrophages､Methods:６４casesofpatientswithnon-inflammationandnon-tu-

moroperationwereperitoneallyinjectedsaline,０．５，１．０ａｎｄ１．５mgofpolyresistin2daysbeforeOperation・The

numberoftheperitonealmacrophages(PM9p)wascounted､Thephagocytesactivity,theenzymeactivityandthe

NOsecretionwereanalyzed・UsinghumanleukemiacelllineK562astargetcells,theanti-tumourcytotoxicity

ofPM9pwasstudied､Andmeanwhile,thegreateromentumwasharvestedandthenumberoftheomentalmilky

spotswascounted,thesizeoftheomentalmilkyspotswasmeasured､Results:Ｔｈｅnumber,thephagocyteactivi-

ty,andenzymeactivity,theNOsecretionandanti-tumoralcytotoxicityofPM中wassignificantlyincreasedbyi．

p､injectionofpolyresistin,Ｔｈｅｎｕｍｂｅｒａｎｄｔｈｅｓｉｚｅｏｆｏｍｅｎｔａｌｍｉlkyspotswerealsosignificantlyincreasedby

polyresistin・

C0nclusion:Byactivatingomentalmilkyspots,intraperitoneal・injectionofpolyresistinincreasethenumberand

enhancetheimmunefunctionofPM中,theactivatedPM9pshowedenhancementofanti-tumoralcytotoxicity．

Anadultcase0fEpstein-Barrvirus(EBV)一associatedT/NK-celllymph0proliferativedisorder,Areportof

anautOpsiedcase

TeruhｉｓａＯＫＵＭＵＲＡ',EiichiSATO2andMasanariKOMATU3，

１.DepartmentofPathologyand3DepartmentoflnternalMedicine，KagoshimaSeikyohHospitaland

２.KagshimaUniversity

Thisisanautopsied40years-oldJapanesemalemanifestedabout3weeksofaggressiveclinicalcourse・He

receivedresectionofnasalcartｉｌａｇｅａｔｌ５ｙｅａｒｓｏｆａｇｅａｎｄｈａｄｒｅｃｅｉvedbloodtransfusion・Before2monthshe

movedfromthenextprefecturetoKagoshima､Ｈｅｈａｄｃｏｍｍｏｎ－ｃold-likesymptomswithepipharyngealpain

andtransientcervicallymphnodeswelling・Oneweekafter,hefeltappetite-loss,nauseaandgeneralfatigueand

manifestedhighfeverover40℃,lossofbodyweight(２ｋｇ/week),leukocytopeniaandthrombocytopenia・Physi‐

calfindingswerenotparticularexceptdullpercussionsoundatTraube,strianglesuggestiveforsplenomegaly・

Proteinuria,hematouriaandhighscoresofurobilinogenandketonbodieswererecognizedinhisurine・Laboratory

findingscomprisedpancytopenia,ｈｉｇｈdirectandindirectbilirubinemia,mildliverfunctiondisorders,elevated

CPK,bleedingtendencywithelevatedFDPandD-dimmersuggestivefOrfibinolysis,ａｎｄｎｏａｎｔｉｂｏｄｉｅｓｔｏＨＢ，

ＨＣａｎｄＨＴＬＶ－１ｅｘｃｅｐｔＥＢＶ(ＥBNA（一）,EBVCA-IgG:320,EBVCA-IgM:10).Bonemarrowindicated

hemophagocytesandatypicallymphocytes(２％）.Inhishospitaldays,pancytopeniaandhemorrhagictendency

withnasalbleedingandsubcutaneoushemorrhageprogressed・Steroidtherapyandbloodplasmaexchangetherapy

wereperfOrmed､Ｂｕｔｈｅｗａｓｄｉｅｄａｆｔｅｒｏｎｌｙ３ｗｅｅｋｓｆｒｏmtheonsetofthisillness・Clinically,hisillnesswasdiag-
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nosedasacuteEBVinfectionwithhemophagocyticsyndrome(ＨPS)andseverehepatocellularinjury、

Autopsywasperformedundertheconsentofhisrelatives.Ａ)ChieflesionswereacuteEBVinfectioninto

CD8Tcells,i)Virus-associatedhemophagocyticsyndromewithstatusofimmunodeficiency(CD4/CD8ratio:０．

０４),thrombocytopenicgeneralizedseverehemorrhageinbilaterallungs(atelectasis),pericardium,andretroperi‐

toneum(２Ｌ),splenomegaly(４５０９),andhepatomegaly(2,1009).ii)Acutehepatitiswithseverejaundice,proba‐

blyofvirus・iii)Chronicmeningitis.Ｂ)Accessorylesionswerel)Acutebronchopneumoniawithinfectionoffun‐

ｇus(candida)andgrampositivebacillus,acuteandchronictracheobronchitis,impactedhemoviscoussputaintra‐

cheobronchiandgeneralizedcongestionandedema,２)Hemorrhagicgastriculcer,３)Ischemiccolitis,and４)Severe

hemorrhagicurocystitis・

Recently,chronicactiveEBVinfection(CAEBV)isdefinedasl)illnessofmorethan3months,２)increased

EBVdoseorelevatedlevelofEBVantibodies(ＶＣＡ－Ｉｇ＞5120,ＥＡ－Ｉｇ＞640),and３)nounderlyingidentifi‐

ableimmunologicalabnormalities(Kimuraetal､ＪＩｎｆＤｉｓｌ８７;527-33,2003).Ontheotherhand,aconceptof

EBV-associatedT/NK-celllymphoproliferativedisorderswasproposedfromaviewpointofhematopathology、

ＴｈｉｓｃａｓｅｗａｓｎｏｔｄｉａｇｎｏｓｅｄａｓＣＡＥＢＶbutwasthoughttobecategorizedinacuteEBVinfectiondevelopedto

virus-associatedHPS(afulminantform).WethoughtthatacuteinfectionofEBVinCD8Tcellsevokeddeple‐

ｔｉｏｎｏｆＣＤ４ＴｃｅｌｌｓａｎｄｉｎｄｕｃｅｄｖｉｒａｌhepatitisaswellasHPS．

NeuralprecursOrcellDifferentiationandProteinExpressioninHippocampusofProlongedSeleniumDeficien-

cyrats

DongpingTian,Hongliangli,ＳｕＭｉｎ,GaoYuxia,Shenxiouna

DepartmentofPathologyMedicalCollegeofShantouUniversity､GuangDong,China

Ohjectives:Selenium(Se)isanessentialtraceelementformammals､TherelationofSeandbrainfunctionisa

poorlyrecognized､Thepurposeofthisstudyistoinvestigatedhowaboutneuralprecursorcelldifferentiationand

matureproteinexpressioninhippocampusofprolongedseleniumdeficiencyrats・Ｍｅｔｈ０ｄ：Inthisstudy,behav-

ioralfunctionsandantioxidaseactivitiesinbloodofoffsringrats(P4,Ｐ7,Ｐ14,Ｐ21)wereevaluated､Theeffectsof

SedeficiencyonabilitiesoflearningandmemoryinMorriswatermaze,brainmorphologicaldevelopment,expres-

sionofneuralprecursorcellsmarkedprotein(nestin),proliferatingceUnuclearantigen(PCNA),neuroglialcorrel‐

ativedifferentiatedprotein,glialfibrillaryacidicprotein(ＧFAP)and２，，３，－cyclicnucleotide3’一phosphohy‐

drolase(CNPase)expressioninhippocampusoftheoffspringwereinvestigatedResults:１.Glutathioneperoxidase

(ＧＳＨ－Ｐｘ)activitiesinbloodoftheSe-deficientgrouprats(bothofparentalandoffspringofthesameage)are

lowerthanthatofthecontrolgroup(Ｐ＜0.05).２.Se-deficientgroup，offspringweightlessthanthecontrol

groupswhentheywerebornandduringthepreweaing(P4,Ｐ7,Ｐ14,Ｐ21).３.ExpressionofnestinandPCNA：

theexpressionofnestinandPCNAwassimilar・Ｎｏｔｏｎｌｙｂｏｔｈｏｆｔｈｅｍｈａｄｂｅｅｎａｌｗａｙsobservedinhippocampus

fromP4toP21butalsobecomemuchfewerastheratsgrowup.(1)Se-grouphadalargeropticaldensityin

DGofhippocampusonP4(＜０．０１).(2)Se-groupnotonlyhadmorePCNA＋ｃｅｌｌｓｉｎＣＡ１ａｎｄＣＡ３ｏｆｈｉｐ‐

pocampusfromP4～Ｐ７ｂｕｔａｌｓｏｈａｄｍｏｒｅＰＣＮＡ＋ｃｅｌｌｓｉｎＣＡ１ａｎｄＤＧｏｎＰ２１・Ｂｕｔｎｏsignificantdifference

betweenthｅＳｅ－ｇｒｏｕｐａｎｄｔｈｅｃｏｎｔｒｏｌｇｒｏｕｐｏｎＰ１４．４.Expressionofneuroglialcorrelativedifferentiatedpro-

tein.(1)TherewasnopositiveexpressionofGFAPonP4andfewGFAP＋cellsonP7・Thedistributionsof

GFAP＋cellsbetweentwogroupsweresimilａｒｏｎＰ１４ａｎｄＰ２１・Theylocatedmainlyinhippocampusandmost

whitematters､TheopticaldensityofpositiveforcontrolwasmuchhigherthanSe-inＤＧｏｎＰ１４ａｎｄＰ２１(Ｐ＜

0.05).(2)TherewasnopositiveexpressionofＣＮＰａｓｅｏｎＰ４ａｎｄＰ７､MoreandmoreCNPase＋cellshadbeen

observedinwhitematterfromP14butfewinhippocampus・Se-grouphadaslighteropticaldensityinDGon

P21(Ｐ＜0.05).C0nclusi0ns:Se-deficientanimalmodelonF344inbredlineratshadbeenduplicatedsuccessul‐

ly､１.ProlongedSe-deficiencycoulddelaythemorphologicaldevelopmentofhippocampuswithdifferentdegrees

andhadeffectsonthemigrationofneuralprecursorcellstohippocampus,２.Se-deficiencycoulddelaythedif-
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ferentiationandmultiplicationofneuroglialcOrrelativedifferentiatedproteinGFAP,ｂｕｔｄｉｄｎ，thaveasignicant

effectontheexpressionofCNPase．

TransplantationofautologousperipheralbloodstemcellsfOrthetreatmentoflimbischemicdisorder

XiaofengYangYangxiangWu,HongmeiWang,YifengXu,ＸｉｎＬｕ,YibinZhang,YueZhang

PLA463Hospital,CelltreamentCenter,shenyang,110042,China

Ohjective息Toobservetheclinicalefficacyofautologousperipheralbloodstemce11s(PBSC)transplantationin52

caseswithlimbischemicdisorder・Methods:Totolly52patientswith31casesdiabeticfoot,１７１imbarteriosclero‐

sisobliteransand4thromboangitisobliteransreceivedrhG-CSF450～600ug/ｄbyhypodermicinjectionfor5

daystomobilizestemcells・Ｏｎｔｈｅｓｉｘｔｈｄａｙ,ＰＢＳＣｗｅｒｅｃｏｌｌｅｃｔｅｄｂｙＣＯＢＥ６、１SpectraVersionfor82～

148ｍ1,ＣＤ３４＋cellswereO,３６％～0.92％・ThePBSCwereinjectedintotheischemiclimbsandfootintramus‐

cularlyfor3x3cmdistance・Theclinicalandlaboratoryfindingsweremonitored､Results:In52patienｔｓｗｉｔｈＰＢ‐

SCtransplantation,severepain-freewasfinedin45casesfor3～１４days,footcool-fellingchangedin47pa-

tientsfor2～７days,footulcerimprovedin8casesfor4～１２weeks､ABIincreasedinl6cases,Digitalsubtrac‐

tionangiographicscoreswerepeformedin2patientsafter8weeks,therewerenewcollateralvesselsformation・

Norelatedcomplicationoradverseeffectwereobservedinallprocess・Conclusion:AutologousPBSCtransplanta‐

tionmightbeasafeandeffectivemethodforlimbischemicdisorder．

Theinhibit0ryeffects0fangi0statinonhumanendothelialcellsinducedbytumor

ZhanglingYangxianghong

Departmentofpracticalpathology,MedicalUniversityofChina

Ohjective:Toobservetheinhibitoryeffectsofangiostatinonhumanumbilicalveinendothelialcells(HUVEC）

aｎｄｔｅｓｔｔｈｅｅｆficacyofnativeangiostatininsuppressingexperimentalneovascularizationinducedbytumor・

Methods:AngiostatinwaspurifiedwithL-lysineSepharose4Bfromhumanplasｍａ・Theprimaryendothelial

cellsfromHUVECwereculturedEndothelialcellsgrowthinhibitionassaywascarrｉｅｄｏｕｔｗｉｔｈＭＴＴｍｅｔｈｏｄ・

Neovascularizationinducedbytumorweredividedinto4groups:normal,controlandvariousdoses・Thenumber

ofnewvesselbudsextendingfromtheendothelialcellsindifferentgroupswerecountedandcomparedunderthe

lightmicroscope・

Results:Angiostatincouldinhibitthegrowtｈｏfendothelialcellsfromhumaninvitro､Therewereplentyofnew

vesselbudsinstimulusconditionbytumor・Thenumberofnewvesselbudswerereｄｕｃｅｄｂｙ３４％、５２％ａｎｄ８５％

respectively・

Conclusion:Angiostatincanpowerfullyinhibitgrowthofhumanendothelialcells､Theproliferationofneovascu‐

1arizationmaybesuppressedbyusingangiostatin．

Theanalysis0fpathologicdiagn0sisin4312rapidfrozenhistologicalsections

ChengyaoXie',HongMu2,ShengmingHong',EnhuaWang1

１.DepartmentofPathology,CollegeofBasicMedicalSciences,ChinamedicalUniversity,ShenyangllOOO1,Chi‐

ｎａ；

２.CollegeofMedicine,NankaiUniversity,China

Correspondingauthor:ＷａｎｇＥｎ－Ｈｕａ,DepartmentofPathology,CollegeofBasicMedicalSciences,Chinamedi‐

calUniversity,ShenyangllOOO1,China､Email:wangeh＠hotmail､com・

Ohjective:Ouraimwastoanalyzetheproportionandpathologicclassificationofthyroiddiseasesin4312cases

rapidfrozenhistologicalsections・

Method:Theproportion,pathologicclassificationandaccuraterateofthyroiddiseasesinallfrozensectionsofthe

wholeyearwereexaminedandanalyzed．
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Results:In4312casesfrozensections,thethyroiddiseaseswere823cases(19％)andwerethemostfrequentdis‐

ease､Thenodulargoiterwas62％(514/823)andthemostfrequenttypeinthyroiddiseases,Thepapillaryadeno‐

carcinomawasthedominanttype(46％,４６/103)ofthyroidmalignanttumors;andHashimotosthyroiditiswas

mostcommoninthyreoitis(60％,２１/35).Conclusion:Thyroiddiseasesarethemostfrequentdiseasesinfrozen

histologicalsectionsandtheaccuraterateofdiagnosisis9９．７６％．

PinloverexpressioninSquamousCellCarcinomaandAdenocarcinomaofLungandItsC0rrelati0nwithCy‐

clinD1

JUjiuQiao,DaorongZhang,WeiCao,ChangqingFang・

DepartmentofPathology,CollegeofBasicMedicalSciences,ChinamedicalUniversity，

Ohjective:BackgroundandobjectivePinlishu、anpeptidyl-prolylisomerase・Manystudieshaveshowedthat

Pinlwascloselyrelatedtooccurrenceandproliferationininmanymalignanttumors,ａｎｄｉｔａｐｐｅａｒｅｄｔｏｂｅａｎｕｐ‐

streamcrosspointoftumorassociatedfactors・Theaimofthisstudyistoexploretherelationshipbetweentheex-

pressionofPinlandsomeclinicalpathologicalfactorsinsquamouscellcarcinomaandadenocarcinomaoflung，

andanalyzewhetherthereisrelativitybetweenPinlandCyclinD1・

Methods:ImmunohistochemicalS-PmethodwasadoptedtodetecttheexpressionｏｆＰｉｎｌａｎｄＣｙｃｌｉｎＤ１ｐｒｏ－

ｔｅｉｎｓｉｎ６９caseswiththeneighboringnoncanceroustissue，andtheexpressionofthemin20caseｓｏｆｌｕｎｇｃａｎｃｅｒ

ａｎｄｌＯｃａｓｅｓｏｆｎｏｒｍａlhumanlungtissueweredeterminedwithWesternBlotassay・

Result:Immunohischemically,theoverexpressionofPinlandCyclinD1proteinwere54/69(78.3％)and３６/６９

(52.2％)respectively､TheexpressionofPinlandCyclinD1inthetumortissueswasmuchhigherthanthatin

thenormaltissues・theexpressionofPinlproteinwasnotrelatedtoage､sex､histologicaltype､differentiation、

lymphnodemetastasisandP-TNMstage・TheexpressionofCyclinD1proteinwasnegativelyrelatedtodiffer-

entiation(Ｐ＝0.0274),butnotrelatedtoage､sex､histologicaltype､differentiation､lymphnodemetastasisandP

-TNMstagePinlkeptsignificantpositivecorrelationtoCyclinD1(ｐ＝0.0048)WesternBlotresultshowed

thatthelevelofPinl(Ｐ＝0.0000)andCyclinD1(Ｐ＝0.0000)inthetumortissueswasnoticeablyhigherthan

thatinthenormaltissues,andanpositivecorrelationbetweenthemwasproved(Ｐ＝0.0002)．

Conclusion:InlungcancerPinlcaninteractwithsometumorassociatedfactors,throughwhichitappearstobe

involvedinseveraloncogenesis-relatedevents,PinlkeepssignificantpositivecorrelationtoCyclinD1，ａｎｄｉｔ

ｗｏｕｌｄｂｅｔｈｅｍａｉｎｐａｔｈｗａｙｆｏｒＰinltoaffectthegenerationanddevelopmenｔｏｆｔｕｍｏｒ．

TheExpressionandSignificanceofPinland6-catenininSquamousCellCarcin0maandAdenocarcinomaｏｆ

Ｌｕｎｇ

ＷｅｉＣａｏ,DaorongZhang,JUjiuQiao,RuiHou,ChangqingFang

DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China

Backgroundandohjective:Theconformationofasubsetofphosphorylatedserinesorthreoninesprecedingpro‐

linemotifsisregulatedbytheprolylisomerasePinl･Pinlplaysacriticalroleinoncogenesis・Ｔｈｅａｉｍｏｆｔｈｉｓ

ｓｔｕｄｙｉｓｔｏｅｘｐｌｏｒｅｔｈerelationgshipbetweentheexpressionofPinlandsomeclinicalpathologicalfactorsofthe

squamouscellcarcinomaandadenocarcinomaoflung,andanalyzewhetherthereisrelativitybetweenPinlandβ

一catenin・

Methods:Immuno-histochemicalS-PmethodwasadoptedtodetecttheexpressiｏｎｏｆＰｉｎｌａｎｄβ－catenin

proteinsin691ungcancercases,ａｎｄｔｈｅｅｘｐｒｅｓｓｉｏｎｏｆｔｈｅｍｉｎ３０ｆｒeshlungsamplesweredeterminedwith

WesternBlotassay・

Results:Immunohistochemcally,theoverexpressionofPinlandβ一catenininlungcancerswas78､３％(54/69）

and６３．８％(44/69),respectively・OverexpressionofPinlandaberrantexpressionofβ－cateninwerefoundinl5

(75％）ａｎｄｌ６(80％）of201ungcancercases,respectively,whichwerealsoanalyzedbyWesternBlot・Ｔｈｅｅｘ‐
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pressionofPinlwasnotcorrelatedｔｏａｇｅ(Ｐ＝0.0836),sex(Ｐ＝0.5358),histologicalclassification(Ｐ＝0.

4557),differentiation(Ｐ＝0.6945),lymphnodemetasis(Ｐ＝0.6645)andP-TNMstage(Ｐ＝0.7783).Theex‐

pressionofβ一cateninwascorrelatedtothedifferentiation(Ｐ＝0.0223),lymphnodemetasis(Ｐ＝0.0164)of

lungcancer､Additionally,overexpressionofPinlandaberrantexpressionofl3-cateninshowedasignificantly

positivecorrelation.(r＝0.447,Ｐ＝0.0021).WesternBlotresultshowedthattheexpressionofPinlandβ－

catenininsquamouscellcarcinimaandadenocarcinomaoflungwasmuchhigherthannormallungtissues(Ｐ＝0.
0000）

Conclusion:TheoverexpressionofPinlisassociatedwiththeoncogenesisoflungcancerJnlungcancertissues，

overexpressionofPinlandaberrantexpressionofβ一cateninshowedasignificantlypositivecorrelation．

Correlationbetweenexpressi0nofp38MAPKsignalingmoleculeanduPAinbreastcancer

YanchunHana,MinSonga,HengshiShenb,XianxuZenga,RuiWanga,ＹａｎＺｈａｏａ

ａ・DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,Ｃｈｉｎａ

ｂ・DepartmentofPathology,ＨｏspitalofTraditionalChineseMedicine,ＳｈｕＪｉａ－ＴｕｎＷａｒｄ,Shenyang,China、

Purpose:Toexploretheexpressionofphosphorylatedp38mitogenactivatedproteinkinase(p-p38)anduPAand

itscorrelationwiththeclinicopathologicalcharacteristicsofbreastcancer,andtoinvestigatethemechanismof

p38MAPKsignalingpathwayregulatinguPAproteinexpressioninbreastcancercells、

Meth0ds:Immunohistochemistry(Ｓ－Ｐ)wasusedtotesttheexpressionofp-p38anduPAin60specimensof

breastcancertissues､Westernblotwasadoptedtodetecttheexpressionofp-p38anduPAproteininbreasｔcan‐

ｃｅｒｃｅｌｌｓＭＤＡ－ＭＢ－２３１ａｎｄＭＣＦ－７ａｎｄuPAproteinexpressionafterSB203580,anspecificinhibitorofp38

MAPKblockedp38MAPKsignalingpathway・

Results:Thepositiverateofp-p38proteiｎａｎｄｕＰＡｐｒoteininbreastcancertissueswas5６．７％ａｎｄ６０．０％，re‐

spectively､Theexpressionofp-p38waspositivelyrelatedtotheexpressionｏｆｕＰＡ(r＝0.316,Ｐ＜０．０５).The

expressionofp-p38anduPAwasrelatedtolymphnodemetastasisandTNMstage(Ｐ＜0.05),anditwasnot

relatedtopatients，ageandtumorsize(Ｐ＞0.05).Theexpressionofp-p38anduPAinbreastcancercellsMDA

-MB-231wａｓｈｉｇｈｅｒｔｈａｎｔｈａｔｉｎＭＣＦ－７・SB203580inhibitedp38MAPKpathwayandreduceduPAprotein

express10ｎ．

COnclusions:p38MAPKsignalingpathwaypromotesbreastcancermalignantprogressionbyup-regulatinguPA

expressioｎａｎｄｉｔｍａｙｂeanimportantrouteinbreastcancerinvasionandmetastasis．

TherelationshipofThymosinP,5withDifferentiationandMetastasisofProstateCancer

Hanying,QiuXueshan

ChinaMedicalUniversity

Aim:Themortalityofthebenignprostatehypertrophy(BPH)andtheprostatecancer(PCa)areincreased､There‐

searchoftumoraggregationandmetastasishasbecomeahotspot,SolassessedthepresenceofTβ,5inprostate

cancerandanalysedtherelationshipsbetweenTβ,5expressionandprostatecancer，sdifferentiationandmetasta‐

sis,inordertoexplorethesignificanceofmetastasisandprognosis，

MaterialsandMethods:６１prostatecancertissues,fｉｘｅｄｉｎｌＯ％formaldehydeandembeddedinparaffin・Im-

munohistochemicalstainingwasperformed・NegativecomparisonprocessedwithPBSinsteadoftheprimaryanti‐

body.Ｐositiveresultreferstotheappearanceofbrown-yellowincytoplasm､StatisticalProductandServicesSo‐

lutions(SPSS)statisticalsoftwareisusedtoanalysisthedatas､AP-valuelessthanO､O5wasconsideredsignifi‐

cant、

Results:TherewasasignificantpositivecorrelationbetweentheTβl5expressionandtheage,tumorvolume,high

tolowdifferentiation,andmetastasisofPCa・

Conclusi0n:１.TheＴβ,sishighlyexpressedinPCa,buthasnoexpressioninBPHandnormalprostatetissue，



ｍｅ助”肋加巴、“伽aISympo血、"Ｍ１""ＩａｒＲｚ伽Iogy,Ａ昭.2006 1３

whichindicatesthatTβ,5ｍaybecomeabiologicalmarkerofPCajudgement;2.TheＴβ１５highexpressionissig‐

nificantlycorrelatedwithage,tumorvolumeandlymphnodemetastasis;３.ＴｈｅＴβ,5highexpressionissignifi‐

cantlycorrelatedwithhightolowdifferentiation．

TheRoleoflnsulin-likeGrowthFactor-2(IGF2）GeenDmrsinTcdd-InducedMalhrmation

WangJun,ZhaoYanyan器，LiuHong,LvJingyu

DepartmentofMedicalGenetics,CollegeofBasicMedicalScience；ChinaMedicalUniversity,ShenyangllOOO1

0hjective:Tostudytheeffectsof2,３，７，８－tetrachlorodibenzo-p-dioxin(ＴＣＤＤ)onthedevelopmentoffetal

rats､ToexploretherelationshipbetweenTCDD-inducedabnormaldevelopmentinratsandtheexpressionand

themethylationofinsulin-likegrowthfactor2(1Gｍ)．

Methods:ＡｓｉｎｇｌｅｄｏｓｅｏｆｌＯ鴫/kgTCDDwasgiventogestationday(ＧＤ)１０pregnantratsbygavage,Ｏｎ

ＧＤ２０,thefetusesweretakenoutandexamined・ThefetalheightsandthebodyweightsweremeasuredTheex-

pressioｎｏｆｌＧｍｉｎｄｉｆｆｅｒｅｎｔｔｉｓｓｕｅｓｗａｓｄｅｔectedbyquantitativereal-timeRＴ－ＰＣＲａｎｄｔｈｅｐｒｏｔｅｉnexpres-

sionoflGF2inliverwasdetectedbyimmunohistochemistry､ThemethylationoflGF2differentiallymethylated

regions(ＤＭＲs)inliverwasanalyzedbyamethylation-sensitiverestrictionenzymeHpaⅡ一PCRassayora

bisulfite-modifiedDNAsequencingprocedure・

Results:Inthetreatmentgroup,１２．２％ｏｆｔｈｅｆｅｔｕｓｅｓｗｅｒｅｅｉｔｈｅｒｄｅａｄｏｒａｂsorbed,ａｎｄ１１．６％ofthemwere

malformed､Forthelivefetuses,theirheightsandbodyweightsweresignificantlylowerthanthoseofthecontrol

group・Real-timequantitativeRT-PCRshowednosignificantdifferencebetｗｅｅｎｔｈｅｔｗｏｇｒｏｕｐｓｉｎａｌｌｔｈｅｅｘ‐

aminedtissuesexcepttheliver､ＴｈｅｒｅｌａｔｉｖｅａｍｏｕｎｔｏｆｌＧＦ２ｍＲＮＡｉｎｔhetreatedliversandthecontrollivers

was０．７７±０．１１ａｎｄ０．２７±０．１５，respectively・Thenumberwassignificantlyhigheｒｉｎｔｈｅｔｒｅａｔｍｅｎｔｇｒｏｕｐｔｈａｎ

ｉｎｔｈｅｃontrolgroup､ImmunohistochemistryalsoshowsaremarkableupregulationoflGF2proteininliverafter

treatment・ThetwogroupsshownodifferenceinｔｈｅｍｅｔｈｙｌａｔｉｏｎｓｔａｔｕｓｏｆｌＧＦ２ＤＭＲ１inliver・ＴｈｅＤＭＲ２ｏｆ

ｌＧＦ２ｗａｓｓｉｇｎｉｆｉｃａｎｔｌｙｈypomethylatedinthetreatedliversthaninthecontrollivers・

Conclusion:ExposedtoTCDDinpregnancycanleaｄｆｅｔａｌｒａｔｓｔｏｄｅａｄ,absorbed，malformedandintrauterine

growthretardation（ＩＵＧＲ)．TheTCDDledabnormaldevelopmentinratsmaybeassociatedwiththehy‐

ｐｏｍｅｔｈｙｌａｔｅｄＤＭＲ２ｏｆｌＧＦ２ａｎｄｔｈｅｕｐregulationoflGminliver・

粥correspondingauthorsupportedby“973''Program(O01CB510301）

ChangesofUltramicr0-appearanceOfTrachealStemCellsDuringRatTrachealRegeneration

LingGeng,XinshanJia

DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China

ThisworkwassupportedbyNationalNaturalScienceFoundationofChina(grant3O170407toX-S.』.）

Introduction:wehavepreviouslyconstructedatrachealinjurymodelinducedby5-fluorouracil(５－ＦＵ)exvivo

inratsandidentifiedtrachealstemcellsexistintheGOcells,whichcaneliminatefluorescenceHoechst33342and

wereABCG2positive･Inourstudies,ｗｅｏｂｓｅｒｖｅｄｔｈｅｕltraminiaturizeandthree-dimensionalchangesoftra-

chealepitheliumduringregenerationbycontrastingscanningelectronmicroscoｐｅａｎｄＨＥｓｔａｉｎ・Materialsand

Methods:１.PreparationoftrachealepitheliumregenerationmodeLThetrachealringswereexcisedsterilelyand

culturedinmediumcontaining5-FU,then,refreshedbyculturinginmediumwiｔｈｏｕｔ５－ＦＵ・Trachealrings

weretakenoutatO,３，６，９，１２，２４，４８，７２ｈｔｉｍｅｐｏｉｎｔｓａｆｔｅｒｒｅｍｏｖｉｎｇ５－ＦＵ､２.Hematoxylin-eosinstainwas

usedtoobservethemorphologicalchangesduringtrachealepitheliumregeneration､３.Observethechangesoful-

tramicro-appearanceinthisprocessbyscanningelectronmicroscope・Results:１.MorphologicalChangesinTra-

chealEpitheliumwithHE:Thetrachealepitheliumdesquamatedafter5-FUtreatment・Theresidualweretrifle

nude-nucleuscellsdistributedintervalliconthebasementmembrane(GOphasecells).Weobservedthetracheal

epitheliuｍａｔ３ｈ,６ｈ,９ｈ,１２ｈ,２４ｈａｆｔｅｒｒｅｍｏｖｉｎｇ５－ＦＵ,andfoundthemorphologicalofthecellschangedex-
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tremeflat,flat，cuboidalgradually､Ａｔ４８ｈ,pseudostratifiedmucociliaryepitheliumappearedinsomeregionof

trachealepithelium､Ａｔ７２ｈ,pseudostratifiedmucociliaryepitheliumwererestoredtoitsoriginalmodeessential‐

ly､２.MicromorphologicChangesinTrachealEpitheliumwithScanningElectronMicroscope:Ａｆｔｅｒ５－ＦＵｔｒｅａｔ‐

edl2h,therewereafewresidualtrachealepitheliumcells,distributedintervally,thesurfaceofthecellswas

smooth,andthecellswereglobal,ｎｏｃｉｌｉｕｍ､Ａｔ３ｈａｆｔｅｒｒｅｍｏｖｉｎｇ５－ＦＵ,thecellswerethinandderased,ａｎｄ

extendedalotofirregularandflatcytoplasmicecptomas,andnoconnectionamongthem・Ａｔ６ｈ,９ｈ,１２h,ｔｈｅ

ｎｕｍｂｅｒａｎｄｔｈｅｖｏｌｕｍｅｏｆｔｈｅｃｅｌｌsincreasedanddispositedconcentratlygradually・At24h,thereweremicrovillis

onsurfaceofthecells・Ａｔ４８ｈ,thecellsintrOJectedintoslice,andsomecellseruptedslendercilias､At72h,ｃiliated

cellsincreased,anddistributedamongthecellswithmicrovillisintervally､Conclusions:Ourstudiesrevealedfirst‐

lythatthemorphologicalchangestendencybetweentheultramicro-andHEissimilar,thatthenude-nucleus

cellsdifferentiateintoflatepithelium,cubicalepitheliumandpseudostratifiedciliatedcolumnarepitheliumgradu‐

ally．

ChangesinWnt/P-cateninSignalingPathwayDuringRegulatedProliferationandDifferentiation0fTracheal

StemCellsinRatTrachealRegeneration

Liｎ－ＬｉｎＷａｎｇａ,Ｘｉｎ－ＳｈａｎＪｉａａ,Ｘｉａｏ－ＢｏＭａａ,YingZhoub,Ｙａ－ＬａｎＬｉｕａ

ａ・DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China；

ｂ・DepartmentofEmergency,theFirstAffiliatedHospital,ChinaMedicalUniversity,Shenyang,China

ThisworkwassupportedbyNationalNaturalScienceFoundationofChina(grant30170407toX.－ｓＪ､）．

ToexplorethemechanismofinvolvementoftheWnt/β一cateninpathwayduringregulatedproliferation

anddifferentiationoftrachealepithelialstemcellsinrats,atrachealinjurymodelinducedby5-fluorouracil(５－

FＵ)exvivowasutilizedtoidentifychangesinepithelialmorphology,levelsofWntl,β一catenin,andcyclinD1

mRNAs,andlocalizationofβ一cateninproteinduringrattrachealepithelialregeneration､Nodetectablelevelsof

WntlandcycｌｉｎＤ１ｍＲＮＡｓｗｅｒｅｆｂｕｎｄｉｎｎｏｒｍａｌｔｒａchealepithelium・

Levelｏｆβ一cateninmRNAwasshowntobelowandtheproteinwaslocalizedtocellmembranes､Immedi‐

atelyfollowingtheremovalof5-FU,weobservedtheretainedcellsinGOwerelikenakednucleiandstemcells

wereinthem・LevelofWntlmRNAincreasedatthistime,butlevelofβ－cateninmRNAdecreasedslightly・

LevelofWntlmRNAwaselevatedmaxiｍａｌｌｙａｔ３ｈａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－ＦＵｗｉｔｈtheappearanceofflat‐

tenedepithelialcellsLevelsofβ－cateninandcyclinD1mRNAsreachedmaximallyat6andl2hrespectively・

Nuclearβ一cateninwasobservedduringthisperiod・At24hmostoftheepithelialcellswerecuboidalandde‐

creasedlevelsofWntl,β一cateninandcyclinD1mRNAswereobserved・Althoughthepseudostratifiedmucocil‐

iaryepitheliumrestoredtoitsoriｇｉｎａｌｍｏｄｅａｔ４８ｈ,therewerenodetectablelevelsofWｎｔｌａｎｄｃｙｃｌｉｎＤ１ｍＲ‐

ＮＡＳ・

OurfindingsindicatethattheWnt/β－cateninpathwayplaysaroleinproliferationanddifferentiationof

trachealepithelialstemcells・Ourstudieswillcontributetoourunderstandingofthemolecularmechanismsthat

regulateself-renewalandlineage-specificdifferentiation．

Dynamicchanges0fHistonedeacetylaselDuringRegulatedGrowth0fBronchialStemCellsinhuman

bronchialRegeneration

YangquXinshanJia

aDepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China

lntroduction:wehavepreviouslyconstructedabronchialinjurymodelinducedby5-fluorouracil(５－ＦＵ)ｅｘｖｉ‐

votolocalizethebronchialstemcellsandidendifiedbronchialstemcellsexistintheGOcells・However,themech‐

anismthatreguatebronchialstemcellproliferationanddifferentiationislargelyunknown・Recently,ithasbeen

reportedthatHistonedeacetylasel(HDAC1)isrequiredfortheswitchofretinalstemcellsfromproliferationto
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differentiationinthezebrafishretinalneurogenesis・ＴｏｄｅｔｅｒｍｉｎｅｔｈｅｆｕｎｃｔｉｏｎｏｆＨＤＡＣ１ｄuringregulated

growthofhumanbronchialepithelialstemcells,wewanttoobserveinitiallyitschangesinspace-timeexpres‐

sionandexploretherelationshipbetweenHDAC1andbronchialstemcellproliferationanddifferentiation・

MaterialsandMethods:１.PreparationofbronchialEpitheliumRegenerationModeL2・Hematoxylin-eosinstain

wasusedtoobservethemorphologicalchangesduringbronchialepitheliumregeneration､３．Immunohistoche‐

mistryandwesternblotwasusedtoidentifytheexpressionofHDAC1andchangesinlevelsofHDAC1protein

respectivelyduringbronchialepitheliumregeneration･

Results:１.MorphologicalChangesinBronchialEpithelium:Thebronchialepitheliumdesquamatedafter5-FU

treatment､Theresidualweretriflenude-nucleuscellsdistributedintervallyonthebasementmembrane(GO

phasecells).Whenremoving5-FU,thebronchialepitheliumbegantorecover,Thebronchialringswerecovered

withflattenedepithelialcellsaｔ３－６ｈａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－ＦＵ・Ａｔｌ２ｈ,mostoftheepithelialcellswere

cuboidalcellsandmergedintopieces,thenumberofthecellsincreased・Ａｔ２４ｈ,pseudostratifiedmucociliaryep‐

itheliumappearedinsomeregionofbronchialepithelium,andtheciliatedcellscouldbeseen､Ａｔ４８ｈ,pseudostrat‐

ifiedmucociliaryepitheliumwererestoredtoitsoriginalmodesimilarly,２.ExpressionofHDAC1inBronchial

Epithelium:HDAC11ocalizedinnucleus､ＲｅｓｕｌｔｏｆｌmmunohistochemistryshowedtheExpressionofHDAC1was

negativeinnormalbronchialepitheliumandintheepitheliumatohafter5-FUtreatment､Onlyfewoftheep-

ithelialcellswｅｒｅＨＤＡＣ１ｐｏｓｉｔｉｖｅａｔ３ｈ－６ｈａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－ＦＵ・HDAC1positivecellsincreasedobvi－

ｏｕｓｌｙａｔｌ２ｈａｎｄｗａｓｉｎｔｏｐｅｘｐressionat24h,thendecreasedslightlyat48h､３.ChangesinfnDAC1proteinLev‐

elsduringBronchialEpithelialRegeneration:Resultofwesternblotindicatedthattherewasnodetectablelevelof

HDAC1proteininnormalbronchialepitheliumandintheepitheliumatohafter5-FUtreatment・Thelevｅｌｏｆ

ＨＤＡＣ１ｐｒｏｔｅｉｎｗａｓｅｌｅｖａｔｅｄｓlightlyａｔ３－６ｈａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－ＦＵ,reachedatopat24handthende-

creasedslightlyat48h

Conclusions:OurworkshowedtheexpressionofHDAC1wasfewduringbronchialstemcellproliferationandin‐

creasedobviouslywhendifferentiationoccurs､Ｗｉｔｈｍｏｒｅｄｉfferentiatingcellsappeared,moreHDAC1-positive

cellswereobserved,ｓｕｇｇｅｓｔｉｎｇｔｈａｔＨＤＡＣ１ｍｉｇｈｔｐｌａｙａｓignificantroleintheswitchofbronchialepithelial

stemcellsfomproliferationtodifferentiation･ＷｅｃｏｎｃｌｕｄｅｔｈａｔＨＤＡＣ１ｆｕｎｃｔｉｏｎａｓａmolecularswitchof

bronchialepithelialstemcellsfomproliferationtodifferentiationduringregulatedgrowthofhumanbronchialep‐

ithelialstemcells．

ExpressionandSignificanceofScavengerReceptorAinstromaofnasalＮＫ/Tcelllymphoma

ZhuYanmei,KazuhisaHasui1,JiaXinshan2鵠

DepartmentofPathology,TheForthAffiliatedHospital,ChinaMedicalUniversity,ShenyangllOO32,China；

1.Departmentoflmmunopathology,KagoshimaUniversity,Kagoshima890-8544,Japan；

２．発DepartmentofPathology,ChinaMedicalUniversity,ShenyangllOOO1,China・

Ohjective:ToanalyzetherelationshipbetweentheexpressionofSR-A(ScavengerreceptorA)andnasalNK/T

celllymphoma､Materials95caseswereobtainedfromTheFirstAffiliatedHospitalofChinaMedicalUniversity

froml996to2000,andfrom2002to2004,including55casesofnasalNK/Tcelllymphornas,２４casesofBcell

lymphomasandl6casesofinflammations・In55casesofnasalNK/Tcelllymphomas,male:34,female:21.Ｔｈｅ

ａｇｅｗａｓｆｒｏｍｌ３ｔｏ７７,ｔｈｅｍｅａｎａｇｅｗａｓ４５､５.In24casesofBcelllymphomas,male:１５，female:９.Ｔｈｅａｇｅｗａｓ

ｆｒｏｍ７ｔｏ８２,ｔｈｅｍｅａｎａｇｅｗａｓ６１,９．

Methods:(1)HEdyeing:Generally,slicewasmissedoutwaxtohydrate,stainedbyhaematoxylinandeosin,then

coveredbygeneralclaritygum.(2)Immunohistochemistry:Slicesweremissedoutwaxtohydrate,byantigenre‐

pairing,droppedinnon-antigenanimalserum,incubated30minutesin37temperature､ＡｌｌｔｈｅｓｔｅｐｓｏｆＳＰｉｍ‐

munohistochemistryweredonebytheintroductionofSPbox:joiningupfirstandsecondantibodies,DAB,dyeing

withhaematoxylinagain,sliceswerecoveredbygeneralclarｉｔｙｇｕｍ.(3)Resultdeterminant:SR-Aproteiｎｗａｓ
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locatedincytomembraneand/orcytoplasm,differentbrowngranularreaction､SR-ApositivecellsexcesslO％is

regardedasmasculine・

Results:SR-Aexpressedmainlyincytomembraneand/orcytoplasm,andSR-Apositivecellsweremainlydis‐

tributedinmacrophagesoflymphomastroma,ThepositiｖｅｒａｔｅｏｆＳＲ－Ａｗａｓ９２､７％（51/55)innasalNK/T

celllymphomas,29.2％(7/24)innasalBcelllymphomasand6､25％(1/16)innasalinflammation､Theexpres‐

sionofSR-AbetweennasalNK/TcelllymphomaandBcelllymphoma,andbetweennasalNK/Tcelllym‐

phomaandnasalinflammationhadsignificantdifference(Ｐ＜0.001)．

Conclusion:SR-AmightbeusefulindiagnosisofnasalNK/Tlymphoma,anddifferentialdiagnosisofnasal

NK/TcelllymphomawithnasalBcelllymphomaandnasalinflammation．

ExpressionofWnt-1inRatTrachealStemCellduringtheEarlyProliferationandDifferentiation

WeiliＬｖ,XinshanJia鵜

(DepartmentofPathology,ChinaMedicalUniversity,ShenyangllOOO1）

objective:DeterminetheexpressionofWnt-１，β一Catenin,Ｔｃｆ－４ｍＲＮＡ,c-Mycinrattrachealepithelium

duringtheregenerationafterinjury,toexplorethemechanismsintheearlyproliferationanddifferentiationofthe

trachealstemcells・

Method:Extracorporealtrachealinjurywaｓｉｎｄｕｃｅｄｂｙ５－ＦＵ・TracheasweretakedoutonO,6,12,24,48ｈｏｕｒｓ

ａｆｔｅｒｒｅｍｏｖｅｍｅｎｔｏｆ５－ＦＵ・Wnt-1expressionintrachealepitheliumduringtheprocessofregenerationwas

analyzedbyimmunohistochemistry,ＷｅｓｔｅｒｎｂｌｏｔｔｉｎｇａｎｇＲＴ－ＰＣＲ・

Results:Ａｆｔｅｒｔｒｅａｔｍｅｎｔｗｉｔｈ５－ＦＵｆｏｒｌ２ｈｏurs,thetrachealepitheliumshedandsoｍｅｏｆｔｈｅｒｅｔａｉｎｅｄｃｅｌｌｓｉｎ

ＧＯｗｅｒｅＷｎtsignalpositive､６ｈｏｕｒｓａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－ＦＵ,thetrachealringswerecoveredwithflattened

epithelialcells､Ｗｎｔ－１､Tcf-4mRNApositivecellsincreasedobviously.Ａｔｌ２ｈｏｕｒｓａｆｔｅｒｔｈｅｒｅｍｏｖａｌｏｆ５－

ＦＵ,mostoftheepithelialcellswerecuboidalandmergedintopieces,ｔｈｅＷｎｔ－１、Tcf-4mRNApositivecells

decreasedobviously,butβ－Catenin､c-MycmRNApositivecellsincreasedobviously､At48hours,onlyfewWnt

signalpositivecellscｏｕｌｄｂｅｓｅｅｎｗｉｔｈｓｏｍｅｏｆｔｈｅｐｓｅｕｄｏｓtratifiedmucociliaryepitheliumrestoredsimilartoits

originalmode・

Conclusions:１.Thisstudyappliedfluorouracil(５－ＦＵ)asainjuryfactor,developedaninvitroinjurymodelof

rattrachealepithelium,Justtheproliferationanddifferentiationoftrachealstemcellsregeneratedtrachealep‐

ithelium､２.TheexpressionofWnt-1correspondswiththewoundandhealingprocessoftrachealepithelium，

suggestingthatWnt-1mayplaystheimportanteffectinregulatingthetrachealstemcellproliferatiｏｎａｎｄｄｉｆ‐

ferentiation､３.Theincreasedexpressionofcytoplasmicβ－cateninmaypromotetheproliferationofthetracheal

stemcell，whileinhibiteitsdifferentiatioｎ.４．ＴｈｅｅｘｐｒｅｓｓｉｏｎｏｆＴＣＦ－４ｉｓｔｉｍｅｄｅｐｅndenceinthetracheal

woundhealin9,suggestingthatTCF-4istheimportantpositiveregulatorintheprocessoftheproliferationand

differentiationoftrachealstemcells､５.c-mycmayparticipateintheregulationofproliferation,differentiation

and・repaireofthetrachealepithelium,anditsexpressioncouldinducetheproliferationofthetrachealstemcell，

whileinhibititsdifferentiation．

ExpressionOfaquaporin-3(AQP3)anditssignificanceinnonnalandneoplastichmgtissues

YalanLiu',YungangLu2,XiaoboMa',RyoheiKatoh3,XinshanJia'羨

1.DepartmentofPathololgy,ChinaMedicalUniversity,ShenyangllOOO1；

2.DepartmentofAnaesthesiology,ChinaMedicalUniversity,She､yangllOOO1；

3.DepartmentofPathololgy,YamanashiUniversity,Tyuou,４０９－３８９８

０hjective:Aquaporin-3(AQP3)actsasthemembranechannelofwaterandothersmallsolutionsandplayｓａ

ｍａ]orroleinfluidhomeostasis・objective:ToinvestigatetheexpressionofAQP3innormalandneoplasticlung

tissuesanditscorrelationwiththeclinicalandpathologicparameters．
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Methods:Immunohistochemistry(Envisionmethod)，immunofluorescence,WesternblotandRT-PCRwere

usedtodetecttheexpressionofproteinaｎｄｍＲＮＡｏｆＡＱＰ３ｉｎｌ５９１ｕｎｇｃａｒｃｉｎｏｍａcasesand2celllines・

Results:(1)Innormallungtissues,immunohistochemicalexpressionofAQP3wasdemonstratedinthemem‐

braneofbronchialandbronchiolarepithelialcells,alveolartype-IIcellsandsecretorycellsofsubmucosalglands．

(2)Inlungcarcinomas,AQP3expressionwasobservedin59of84adenocarcinomas(70.2％）.Squamouscellcar‐

cinomaandlargecellcarcinomawereratherlowinthepositiveratio(15/38,35.8％ａｎｄ２/15,13.4％,respec‐

tively).NoAQP3expressionwasdemonstratedinsmallcellcarcinoma,pleomorphiccarcinoma,andmetastatic

colonadenocarcinoma(10,4and4cases,respectively).(3)Inadenocarcinomas,AQP3wasdetectedinalltumors

ofbronchiolo-alveolarsubtype・PapillarysubtypealsoshowedahigherpositiveratioofAQP3(32/39,82.1％）

comparingwiththatinacinar(9/17,52.9％)andsolidwithmucinsubtypes(4/16,25.0％）.(4)Therewasasig‐

nificantcorrelationbetweenexpressionofAQP3andtumordifferentiationandclinicalstageinadenocarcinomas

byX2statisticanalysis.(5)WesternblotandRT-PCRanalysesalsoconfirmedtheexpressionofproteinand

mRNAofAQP3incelllinesandtissuesoflungadenocarcinoｍａ・

Conclusi0ns:AQP3iswidelyexpressedinnormalrespiratorytractandcanplayanimportantrolefOrthemainte‐

nanceofwaterhomeostasis・Inaddition,theexpressionofAQP3isrelatedinlungcarcinornatype､subtype､tumor

differentiationandclinicalstage,suggestingthatAQP3playsanimportantroleincarcinogenesisanddevelop‐

mentoflungcarcinoma,ａｎｄｍａｙｂｅａｎｅｗｃａｎｄｉｄａｔｅｔｕｍｏｒｍａｒｋeroflungadenocarcinomadiagnosisanddiffer‐

entialdiagnosisinthefuture．

Detectionandsignificance0fI-GlucuronidasemRNainthetissue0fliverandkidneyofhumanbeing

YangBo1,ZhangHon淫,LiWei3,ZhouWenping1,LiShunming1,ZhanDeting',ChengGuangming1

１.ShenYangGeneralHospitallnShenYangArmy,ShenYangllOO15,China；

２.DepartmentofPathology，CollegeofBasicMedicalSciences,ChinaMedicalUniversity,ShenyangllOOO1，

China；

３.DepartmentofPathologyHospitalJinQiu,ProvinceLiaoNingShenyangllOO16,China

Ohjective:Toestablishandcomparedetectionmethodofβ－glucuronidase(β一Ｇ)mRNAinthetissueofliver

andkidneｙｏｆｈｕｍａｎｂｅｉｎｇ・

Meth0ds:Expressionofβ－GmRNAwasusedbyreversetranscriptionpolymerasechainreaction(ＲＴ－ＰＣＲ)in

lOcasesnormalliver,１０casesnormalkidneyand8caseshepatocellularcarcinoma･

Results:Productsofexpandandincreasewereexpressedmthetissueofliverandkidney・Sizeofproductswas

same,422bp,oppositeexpressioncontentofβ一GmRNAshowednormallivertissue(1､７１±0.32)normalkidney

tissue(1.83±0.22)thedifferencehadnostatisticalsignificance(Ｐ＞0.05)thecomparebetweennormallivertis‐

sueandhepatocellularcarcinomaltissue(3.88±0.86)thediffencehadstatisticalsignificance(Ｐ＜0.01).Conclu‐

sion:Methodofexamingβ－ＧｍRNAgenewasfeasiblebycheckingl3-Ggenealignmentingenelibraryandde‐

signingdrawmatterinthetissueofliverandkidney､Itmaybeverysignificanceforexploringchangeofβ一G

mRNAinhepatocellularcarcinomaltissueandreseachingmolecularmechanismofhepatocrllularcarcinoma．

Expressionandsignificance0fI一GlucunidasemRNAindifferentdif伽tiationtissueofhepatocellularcarci‐

ｎｏＩｎａ

ＹａｎｇＢｏ１,ZhangHon誉,LiWei3,ZhouWenping',LiShunming1,ZhanDeting1,ChengGuangn,ing’

1.ShenYangGeneralHospitallnShenYangArmy,ShenYangllOO15,China；

2.Departmentof､Pathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,ShenyangllOOO1，

China；

3.DepartmentofPathologyHospitalJiｎQiu,ProvinceLiaoNingShenyangllOO16,China

Objective:Toexploreexprossionandsignificanceofβ一glucuronidase(β一Ｇ)mRNAindifferentdiffe-rentiatio、
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thetissueofhepatovellularcarcinoma・

Methods:ReversetranscripMonpolymerasechainreaction(ＲＴ－ＰＣＲ)techniquewasusedtodetecttheexpres‐

sionofβ－GmRNAandtOcontractlystudyinlOcasesofnormallivertissueand38casesofdifferentdifferenti‐

ationthetissueofhepatocellularcarcinoma，

Results:β－ＧｍRNAwasexpressedinnormallivertissueandhepatocellularcarcinoma,thesizeoftheirproducts

wesesame,422bp,oppositesemiquantitativeexpresscontentofshowednormallivertissue(１．７１±０．３２)and

hightdifferentiationhepatocellularcarcinoma(2.17±1.07)respectively,thisdifferenthadnostatisticalsignifi‐

cantion(Ｐ＞0.05).formnormallivertissuetomiddledifferentiationhepatocellularcarcinoma(3.67±1.27)and

lowdifferentiationhepatocellularcarcinoma(5.63±1.62)thedifferentbetweentheirhadstatisticalsignificance

(Ｐ＜０．０５andＰ＜0.01)respectively､C0nclusion:Expressionofβ一GmRNAwasremarkabledifferentinDiffer‐

entdifferentiationhepatocellularcarcinomaltissue,alongwithmalignantdegreeincreasedquan-tityofexpres‐

sionincreasedprogressivelytendency､Itpointoutthatl3-GmRNAmayparticipateincourseofcarcinomal

changeoflivercells,toexplorefurtherβ－ＧｍＲＮＡｍaybeverysignificancetostudymoleculemechanismof

hepatocellularcarcinoma．

BothAbnormalP-CateninandReducedAxinExpressionAreAssociatedwithPoorDifferentiationandPro‐

ｇｒｅｓｓｉｏｎｉｎＮｏｎ－ＳｍａｌｌＣｅｌｌＬｕｎｇＣancer

Hong-TaoXu',LiangWang',ＤｏｎｇＬｉｎ１,ＹａｎｇＬｉｕ１,ＮａｎＬｉｕ１,Ｘｉ－ＭｉｎｇＹｕａｎ２ａｎｄＥｎ－ＨｕａＷａｎｇ’

FromthelDepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang，

China;and2DivisionofPathologyll,DepartmentofNeuroscienceandLocomotion,FacultyofHealthSciences，

LinkopingUniversity,Linkoping,Ｓｗｅｄｅｎ・

Financialsupport:NationalNaturalScienceFoundationofChina(grant30470764toE.－Ｈ､Ｗ､）．

WeinvestigatedtheexpressionofAxinandβ－cateninandtheirrelationtoclinicopathologicfactorsinlOO

non-smallcelllungcancer(ＮSCLC)byimmunohistochemistry､Themutationinexon3oftheβ一ｃａｔｅｎｉｎｇｅｎｅ

ｗａｓｅｘａｍｉｎｅｄｂｙＰＣＲａｎｄdirectsequencing・PreservedAxinexpressionwassignificantlyhigherinwelland

moderatelydifferentiatedNSCLCsamplesthaninpoorlydifferentiatedones・Eightycasesshowedreducedmem-

branousexpressionofβ一catenin,whiletwenty-sixcaseshadaberrantnuclearexpression・Poordifferentiation

andlymphnodemetastasisweresignificantlyasSociatedwithreducedβ一cateninexpression・LowerAxinexpres‐

sionwassignificantlyrelatedtohighernuclearβ一cateninexpression､However,thisstudyfailedtodetectanyex‐

on3mutationintheβ一cateningeneinthelOONSCLCsamples・Weconcludethatreducedβ一cateninandAxin

expressionmaypre.ictpoordifferentiationinNSCLC･ReducedAxinexpression,ｂｕｔｎｏｔｍｕｔａｔｉｏｎｉｎｅｘｏｎ３，

maybeanimportantexplanationforabnormalβ－cateninexpressioninNSCLC．

EffectofHSP900napoptosisofNIH3T3cellsinducedbyTNF-α/ＣＨＸ

ＤＡＩＳｈｕｎ－ｄｏｎｇ,ＺＨＡＮＧＸｉｕ－ｗｅｉ,ＦＡＮＣｈｕｉ－Ｆｅｎｇ,ＷＡＮＧＥｎ－ｈｕａ

ＤｅｐａｒｔｍｅｎｔｏｆＰａｔｈｏｌｏgy,CollegeofBasicMedicalScience,ChinaMedicalUniversity,ShenyangllOOO1,China

Backgr0undandobjective:Apoptosisisacelldeathprocesswhichoccursduringdevelopmentandaginｇｏｆａｎｉ‐

mals・Itisalsoinducedbycytotoxiclymphocytes(CTL),anti-cancerdrugs,UV-irradiation,ａｇｒｏｕｐｏｆｃｙ‐

tokinescalleddeathfactors,ａｎｄdeprivationofsurvivalfactors・Severalstudieshaveshowedthatthroughaseri-

ousofmolecularandbiochemicalsignalpathways,tumornecrosisfactor-α(ＴＮＦ－α)bindtocycloheximide

(CHX)wouldinduceapoptosis・Hsp90(heat-shockprotein90)isahighlyconservativeprotein,andnecessaryto

thesurvivalofeukaryoticcelLTheaimofthisstudyistoexploretherelationshipbetweeｎＨｓｐ９０ａｎｄＴＮＦ－α／

CHX-inducedapoptosis・

Methods:StableHSP90overexpressioncloneｓwereestablishedthenadoptedthelaserconfocalmicroscopyand

flowcytometrytoobserveapoptosisinduｃｅｄｂｙＴＮＦ－α/ＣＨＸ．
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Results:HSP90itselfwasstablymaintainedｉｎＴＮＦ－α/CHX-inducedapoptosisforatleastl2hours・Ｃｏｍ‐

paredtothenormalNIH3T3cells,theTNF-a-inducedapoptosisinstableHSP90-overexpressingNIH3T3

cellswassignificantlysuppressedafter6hours(Ｐ＜0.01)．

Conclusion:HSP90couldsuppressapoptosisindｕｃｅｄｂｙＴＮＦ－α/CHX．

Ｅｘｐｒｅｓｓｉ０ｎ０ｆＴＲＡＦ４ｉｎＢｒｅａｓｔＣａｒcinoma

WenboDai,YingweiZheng,XiaoyiMi

DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China

OhjectiveToinvestigatetheexpressionofTRAF4inbreastcarcinomatissueandcellsanditsrelationshipwithin‐
ｖａｓ1ｖｅｎｅｓｓ・

Methods:ＴｈｅｅｘｐｒｅｓｓｉｏｎｏｆＴＲＡＦ４ｉｎｂｒｅａｓｔｃａrcinomatissuewasdetectedwithirnmunohistochemistryand

comparedwithbenigntissues・TheexpressionofTRAF4inculturedhighandlowmetastasishumanbreasｔｃａｎ‐

cercells,ｒｅｓｐｅｃｔｉｖｅｌｙＭＤＡ－ＭＢ－２３１ａｎｄＭＣＦ－７，wasdetectedwithwesternblotting・

Results:TRAF4expressbothincellcytoplasmandnucleusinnormalbreastandbreastcarcinomatissues,Ｃｏｍ‐

ｐａｒｅｄｗｉｔｈｔｈａｔｉｎｎｏｒｍａｌｂｒｅａｓｔｏｒｉntraductalcarcinomatissues，thecytoplasmicpositiverateofTRAF4in
breastcarcinomaorinvasivecarcinomatissuesincreasesslightly(Ｐ＞０．05).ThenuclearpositiverateofTRAF4

decreasesnotablyinbreastcancertheninnormalbreasttissues(Ｐ＜０．０１).Comparedwiththatinintraductal
carcinomatissues,thenuclearpositiverateofTRAF4ininvasivecarcinomadecreasesnotably(Ｐ＜0.05).Theto‐

talproteinquantityofTRAF4inMＤＡ－ＭＢ－２３１ｉｓｍｏｒｅｔｈａｎｔｈａｔｉｎＭＣＦ－７．

Conclusions:ThehighexpressionincytoplasmandthelowexpressioninnucleusofTRAF4inbreastcarcinoma

indicatethatTRAF4proteinmayPlayanimportantroleinthedevelopmentofbreastcarcinomabyenteringin

thenucleusfromthecytoplasm､ThenuclearexpressionofTRAF4maybeanindextojudgetheinvasivenessof
breastcarcinoma．

ExpressionandSignificance0fPRＬ－３ｉｎＨｕｍａｎＮｏｎ－ｓｍａｌｌＣｅｌｌＬｕｎgCancer

MeiWu,YumeiGu,ShuyuLi,XueshanQiu,EnhuaWang

DepartmentofPathology,ChinaMedicalUniversity,Shenyang,liaoning,China

Ohjective:TostudytherelatibnshipbetweenexpressionofproteintyrosinephosphatasePRL-3andclinical-
pathologicalfeaturesandprognosisinhumannon-smallcelllungcancer(ＮSCLC)．
Methods:ＴｈｅｅｘｐｒｅｓｓｉｏｎｏｆＰＲＬ－３ｗａｓｅｘａｍｉｎedinlOOparaffin-embeddedspecimensbyimmunohis‐
tochemcalstainingand30freshly一takentissuesbyWesternBlotting,aswellastheirneighboringnoncancerous

tissue・ThesignificanceofPRL-3expressionwasanalyzed

Results:TheimmunoreactivestainingwaslocatedincytoplasminNSCLCwhilenegativeinepithelialofnormal

lungtissues,ThepositiverateofPRL-3was70％,whichwascloselyassociatedwithclinicstage(Ｐ＝０．００７，Ｒ
＝0.262)andtheextendoflymphnodemetastasis(Ｐ＝0.001,Ｒ＝0.323).AmonglOONSCLC,theMVDmean

ofthegroupwithpositiｖｅｅｘｐｒｅｓｓｉｏｎｏｆＰＲＬ－３ｗａｓｈｉｇｈｅｒｔhanthatwithnegativeexpressionoｆＰＲＬ－３,and
theyweresignificantdifferentinstatistics(Ｐ＝０．０００).TheresultsofWesternBlottingalsoshowedthatthelev‐
elofPRL-3washigherinNSCLCthaninpara-carcinoma(Ｐ＝0.000).Moreover,thoseexampleswithnodes
metastasisshowedhigherexpressionthanthosewithoutnodesmetastasis(Ｐ＝0.031).Thepatientswithpositive

PRL-3expressionhadsignificantlyshortersurvivalthanthosewithnegativePRL-3expression(Ｐ＝０．００２０)．
Inmultivariateanalysis,onlyp-TNMstageandnodemetastasiscouldbeconsideredasprognosticfactors・
C0nclusion:TheseresultsstronglysuggestthatthｅｌｅｖｅｌｏｆＰＲＬ－３ｃａｎｉｎｄｉｃａｔｅｔｈｅｐｏｔentialofmetastasisat

someextentanditmayaccelerategrowthandmetastasisofNSCLCbypromotingangiogenesis．
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ExpressionofHeparanasePrOteinｉｎＨｕｍａｎＮ０ｎ－ｓｍａｌｌＣｅｌｌＬｕｎｇＣａｎcer
ShuyuLia,YipengHanb,ＭｉｎＹｕｃ,XueshanQiua

a・DepartmentofPathololgy,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,Liaoning，
China；

ｂ・DepartmentofThoracicSurgery,TianjinFirstCenterHospital,Tianjin,China；

ｃ・DepartmentofCytology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang，Liaoning，
China

Ohjective:TostudytheexpressionofHeparanase(Hpa)proteininhumannon-smallcelllungcancer(ＮSCLC）
andthecorrelationwithlungcancermetastasis、

Methods:TheexpressionofHpawasassessedbyimmunohistochemicalstainingin53humanlungadenocarcino‐

ｍａ,６９humanlungsquamouscellcarcinomaｔｉｓｓｕｅｓａｍｐｌｅｓａｎｄ４５ｈｕｍａｎｎｏｒｍａｌｌungtissuesamples・Ａｓｔｈｅ
ｓａｍｅｔｉｍｅ,theexpressionofHpaintwodifferentmetastaticpotentialsublinesoｆｈｕｍａｎｌｕｎｇｇｉantcellcancer
PGcelllinewasexaminedbyimmunohistochemicalstainingandWesternblot・

Results:Hpawasfoundincytoplasmor/andmembraneofcancercellsHpawashighlyexpressedinhumanlung
adenocarcinomaandsquamouscellcarcinoma(78.7％，９６/122),whereasepitheliaofnormallungtissuesex‐
pressednoHpa､TheexpressionofHpacorrelatedwithNSCLClymphaticmetastasis(Ｐ＝0.002),vascularinva‐

sion(Ｐ＝０．０００３)andTNMstage(Ｐ＝0.025).InhumanlunggiantcellcancerPGcellline,immunohistoche‐

micalstainingintensityofHpainhighlymetastaticpotentialcellsublinePG-BE1wasstrongerthanthisin

weaklymetastaticpotentialceｌｌｓｕｂｌｉｎｅＰＧ－ＬＨ７;asaresultofWesternblotanalysis,theexpressionlevelof
HpainPG-BE1(0.670±0.020)increasedsignificantlycomparedwiththisinPG-LH7(0.406±0.012)．

Conclusion:ExpressionofHpawasincreasedmarｋｅｄｌｙｉｎｈｕｍａｎＮＳＣＬＣ・Itmightplayanimportantroleinde‐
velopment,invasionandmetastasisofthecancer．

ExpressionandSignificanceofRHＯ－ＧＤＩａｉｎＬｕｎｇＣａｎｃｅｒａｎｄＬｕｎｇＣａｎｃerCellLines

ChangqingFang,YuchenHan,YanniWu,ShuangGao,XinshanJia,EnhuaWang

DepartmentofPathology,ChinaMedicalUniversity,Shenyang,China

ThisworkwassupportedbyNaturalScienceFbundationofLiaoningProvince(FundNo.20052085）

Ｒｈｏ－ＧＤＩａｉｓａＲｈｏＧＤＰｄｉｓｓｏｃｉａｔｉｏｎｉnhibitorthatiswidelyexpressedinhumantissues・Itspossibleex‐
pressionandfunctioninlungcancerhasnotbeendescribed､Here,ＲＴ－ＰＣＲ,westernblotandimmunohistoche-

ｍｉｓｔｒｙＳＰｗｅｒｅｕｓｅｄｔｏｄｅｔｅｃｔｔｈｅｅｘｐrｅｓｓｉｏｎｏｆＲｈｏ－ＧＤＩａａｎｄＲｈｏＣｉｎ３Ocaseslungcancerandcorresponding
normallungtissues,andfourlungcancercelllines(ＰＧ－ＢＥ１ａｎｄＰＧ－ＬＨ７ａｒｅｌａｒｇｅｃｅｌｌcancerwithdifferent

survivalduration,GLC-A2andA549areadenocarcinomacelllines).Wefoundthatcomparedwithnormallung
tissues,themRNAandproternexpressionlevelwereup-regulatedincancertissues・Rho-GDIaexpressedin

thecytoplasmofbothsquamouscellcancerandadenocarcinoma,whileweaklyexpressedinciliatedcolumnaryep-
ithelium,andabsentinnormalalveolarepithelium,Also,Rho-GDIashowedsignificantlyhigherexpressionin
lungcancercelllinescomparedwithHomosapienBronchusEpithelialcellline(HBE).RhoCmRNAshowedsig‐
nificanthigherexpressioninBE1(highmetastasiscapabilitysubtype)thaninLH7(lowmetastasiscapabilitysub‐
type).Theseresultsshowthatitmayplayaroleinthecarcinogenesisofnon-smallcelllungcancer,andRhoC
expressioncorrelateswithmetastasisoflungcancer．

ＴｈｅＥｘｐｒｅｓｓｉｏｎｏｆＦＡＰｉｎＢ1℃astCancerStromaandIt，sRelationshipbetweenFAPandMVD
ZhijuanZhao,XiaoyiMi

DepartmentofPathology,CollegeofBasicMedicalScience,ChinaMedicalUniversity,Shenyang,China

Aim:Thehumanfibroblast-activationprotein(FAP),amemberoftheserineproteasefamily,wasdiscoveredas

aninducibletype-Ⅱcell-surfaceglycoproteinselectivelyexpressedbyreactivestromalfibroblastofepithelial
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cancerandhealingwounds､１t'sstructuremakesitacceptothercellsignal,thenregulatetheadhesionandmigra‐

tionofepithelialcells・WedetecttheexpressionofFAPinbreastfibroadenoma､breastadenosis､breastintraductal

carcinoma､breastinvasiveductalcarcinomaaｎｄＭＣＦ－７(EstrogenReceptor-positivehumanbreastcancercell

line)－ＣＣＣ－ＨＰＦ－１(humanembryolungfibroblasts)､ＭＤＡ－ＭＢ－２３１(EstrogenReceptor-negativehuman

breastcancercellline)一CCC-HPF-1co-culturemodelbymethodsofimmunohistochemistryandWestern

BlottinganalysisandweinvestigatetherelationshipbetweenFAPandMVDorlymphaticmetastasis・

Method:1)ＷｅａnalysistheexpressionofFAPinbreasttissuesandit，srelationshipbetweenFAPandMVDor

lymphaticmetastasisbythemethodofimmunohistochemistry､２)WeobservechangesofproteincontentofFAP

inbreasttissuesandMCＦ－７－ＣＣＣ－ＨＰＦ－１､ＭＤＡ－ＭＢ－２３１－ＣＣＣ－ＨＰＦ－１ｃｏ－ｃulturemodelbythe

methodofWesternBlottingResult:1)TheresultoftheimmunohistochemistrysuggeststhatFAPisobservedon

thefibroblastcellmembraneorinthecytoplasticinbreastcancerstroma・NostainingwasfOundinthebreastfi-

broadenomas,breastadenosis､２)TheresultoftheWesternBlottingsuggeststhattheproteincontentofFAPof

breastinvasiveductalcarcinomasismoreabundantthanthatofbreastintraductalcarcinoma・But,nostatistically

differenceofproteincontentofFAPwasfoundbetweenbreastintraductalcarcinomasandinvasiveductalcarci-

nomas(Ｐ＞0.05)andⅡ)theproteincontentofFAPofMDA-ＭＢ－２３１－ＣＣＣ－ＨＰＦ－１ｃｏ－ｃｕｌｔuremodelis

moreabundantthanthatｏｆＭＣＦ－７－ＣＣＣ－ＨＰＦ－１ｃｏ－ｃｕｌｔｕｒemodeLNostatisticallydifferenceofprotein

contentofFAPwasfoundｂｅｔｗｅｅｎＭＣＦ－７－ＣＣＣ－ＨＰＦ－１ａｎｄＭＤＡ－ＭＢ－２３１－ＣＣＣ－ＨＰＦ－１ｃｏ－ｃｕｌ‐

turemodel(Ｐ＞０．０５).３)TherewasasignificantlypositivecorrelationbetweenFAPandCD34orlymphatic

metastasis(Ｐ＜０．０５)．

Conclusion:1)TherewasoverexpressionofFAPinbreastintraductalcarcinoma,breastinvasiveductalcarcino‐

mas・AndnoexpressionofFAPwasfoundinthebreastfibroadenomaandbreastadenosis・ItsuggeststhatFAPis

oneofmakerdistinguishingthebenignormalignanttumors､２)ＡsignificantlypositivecorrelationwasfOundbe‐

ｔｗｅｅｎＦＡＰａｎｄＣＤ３４ｏｒｌｙｍｐｈａｔｉｃｍｅｔａstasis．

ExpressionandSignificanceofp一Ｂａｄ､ｐ－Ｅｒｋ､p-AktinBreastCancerPr0gression

XianxuZenga,JianGuanb,YanchunHana,MinSonga,JiyeSonga

a・DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniversity,Shenyang,China

bDepartmentofPathology,RenminHosptical,Tianjin,China

Objective:Tostudyexpressionandsignificanｃｅｏｆｐ－Ｂａｄ,ｐ－Ｅｒｋ,p-Aktinnormalbreasttissue,breastusual

intraductalhyperplasistissue,mild-middleatypicalhyperplasia,severeatypicalhyperplasisandintraductalcarci‐

nomainsituandinvasiveductalcarcinoma・

Methods:Ｔheexpressionsofp-Badll2/136etalwereexaminedinl31paraffin-embeddedspecimensbyim‐

munohistochemcalstainingand27freshly-takentissuesbyWesternBlotting・Therelationshipbetweenthefour

proteins，expressionsandclinicopathologicalfactorswasanalyzedbyChi-squaretestandt-test･

Results:ThesefOurproteinsimmunoreactivestainingwaslocatedincytoplasminbreastcarcinomaandnonein

stroma・Ａｎｄｐ－Ｅｒｋ,p-Aktwerealsolocatedinnuclear・Thefourproteinsexpressionpositiveratesshowed

gradualincreasesinbreastcancerprogression・Andtherewasstatisticallysignificantdifferenceofthefourpro‐

teinsexpressionpositiveratesbetweensevereatypicalhyperplasisandintraductalcarcinomainsituandinvasive

ductalcarcinoma(ｐ＝0.034,0.023,0.001,0.001）.Therewasalsostatisticallysignificantdifferenceofp-

Badll2/136expressionpositiveratebetweenbreastusualintraductalhyperplasistissueandinvasiveductalcarci‐

noma(Ｐ＝0.002/0.004).Therewasnorelationshipbetweenthefourproteinexpressionsandpatients，age,clin‐

icalstageandtumorsize・However,thefOurproteinshadrelationswithhistologicalgrade(Ｐ＝0.039,0.026,0.

038,0.026respectively),andthelowerthehistologicalgradｅｗａｓ,thehigherthepositivetatesofthefOurpro‐

teinsexpressionwere;p-Erkandp-Aktproteinsexpressionswerealsorelatedtometastasiｓｏｆａｒｍｐｉｔｌｙｍｐｈ

ｎｏｄｅ(Ｐ＝0.041,0.016).WesternBlottinganalysesofthefOurproteinscontentsinbreastinvasiveandadjacent
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breasttissueshowedthereweresignificantincreasesofthefourproteinsexpressionsinbreastcancertissuescom-

paredwiththeadjacentbreasttissues(Ｐ＝0.002,0.001,0.002,0.003).Andtherewasapositivecorrelationin

proteincontentsbetweenp-Badｌｌ２ａｎｄｐ－Ｅｒｋ(Ｐ＝0.034),andbetweenp-Badl36andp-Akt(Ｐ＝0.

020)．

Conclusi0n:Theresultsstronglysuggestthatthelevelofthefourproteinshouldindicatethepotentialofmetas‐

tasistosomeextentandshowedthatMAPK/Erk,ＰＩ３Ｋ/Aktsignalingcascadesplayedanimportantrolein

breastcancerprogression．

Ａｎａｌｙｓｉｓｏｆｐ５３ａｎｄｂａｋｇｅｎｅｍutati0nsinlymphoproliferativedisordersdevelopinginrheumatoidarthritis

Jing-XianXu1,YoshihikoHoshida1,TadashiHongyo2,YasuhikoTomita'ａｎｄKatsuyukiAozasal

DepartmentsofPathologylandRadiationBiology2，OsakaUniversityGraduateSchoolofMedicine,Osaka，

Japan

Purpose:Individualsaffectedbyrheumatoidarthritis(ＲＡ)occasionallydeveloplymphoproliferativedisorders(ＲＡ

－ＬＰＤ).TostudythemolecularchangesunderscoringtheRA-LPD,mutationsofp53andBakgenewereana‐

lyzedinRA-LPDwith(ＭＴＸ－ＬＰＤ)orwithoutmethotrexatetreatmentforRA(non-MTX-LPD)．

Methods:Histologyandimmunophenotypewereimmunohistochemicallyexaminedｉｎ３２ｃａｓｅｓｏｆＭＴＸ－ＬＰＤ

ａｎｄ２１ｏｆｎｏｎ－ＭTX-LPDPolymerasechainreaction-singlestrandconformationpolymorphism(PCR-SS‐

CP)fOllowedbydirectsequencingwereemployedtodetectthemutationsofｐ５３ａｎｄＢａｋｇｅｎｅ・

Results:Frequencyofp53mutationsinnon-ＭＴＸ－ＬＰＤ(47.6％)wassignificantlyhigherthanthatinMTX-

LPD(15.6％)(p＜０．０５).IntervalbetweentheonsetofRAandLPDdevelopmentwassignificantlylongerin

LPDwithp53genemutations(median228months)thanthatwithoutmutations(133months).LPDwithp53

genemutationshadmoreadvanceddiseasesandanunfavorableprognosisthanthosewithoutmutations・

Conclusions:ＭＴＸ－ＬＰＤａｎｄｎｏｎ－ＭＴＸ－ＬＰＤｓｈｏｗｓｓｉmilarfindingsinclinicalcharacteristics,histology,Ep-

stein-Barrvirus(ＥＢＶ)positiverate,andfrequencyofBakgenemutations・Ｗhereasthenon-MTX-LPDis

distinctfromtheMTX-LPDinitssignificantlyhigherp53mutationfrequency．

TheRelationshipofSurvivinPr0teinExpressionwithCarcin⑪genesisandProgressi0nofGastricCarcinOma-A

StudybyTissue-micr0alTay

Yu-pingXiao,DongyingWu,YanXin

4thLaboratory,Cancerlnstitute,ChinaMedicalUniversity,Liaoning,Shyang,China

Ohjective:Toexploretherelationshipofsurvivingproteinexpressionｗｉｔｈthemolecularmechanismofcarcino‐

genesisandprogressionofgastriccarcinoma・

Meth0ds:Twoblocksoftissuemicroarraywereconstructed,onecontainingl24andanothercontaininglO1small

cylindricalsamples,１．０ｍｍｅａｃｈｉｎｄｉａｍｅｔｅｒ,fｒｏｍ９６ｃａｓｅｓｏｆｇａｓtriccarcinomaandtheprecancerouslesions・

Theimmunohistochemicalstainningmethodwasusedtodetectthesurvivinproteinexpression・

Results:Thepositiverateofsurvivingeneencodingproteiningastriccancertissueswassignificantlyhigherthan

thoseinadjacentnormalmucosa,intestinalmetaplasiaanddysplasia(Ｐ＜0.01).Thepositiverateofsurvivinpro‐

teinexpressionintumorswithmetastaseswasstatisticallyhigherthanthatintumorswithoutmetastasis(Ｐ＜０．

０５),Theexpressionofsurvivinwasnotrelatedtotheclincopathologicalstage,histologicalclassification,laurens

typeandgrosstypeofgastriccancer(Ｐ＞0.05)．

Conclusions:Tissuemicroarrayisanewpowerfultechniquewithaconspicuouscharacteristicofsmallvolume

richininformationinthetumorinvestigatiｏｎ・Survivingenelocked-upinnormalhumantissuesisactivatedand

involvedintumorigenesisandprogressionofgastrccancers,andsurvivincanbeaidealmarkerforearlydiagnosis

ofgastrccarcinomaandthemetastasis、

CorespondingtoProfYXin,yxin＠mail・cmu､edu・cｎ
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StudyｏｎｅｘｐｒｅｓｓｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ｉｎｈumanprostatecancer

YanningWanga,ＦａｎＷｕａ,JialunWanga,MinSongb

a・DepartmentofPathology,ShenyangMedicalCollege,Shenyang,China；

ｂ・DepartmentofPathology,CollegeofBasicMedicalSciences,ChinaMedicalUniveisity,Shenyang,China

Ohjective:TostudyexpressionandsignificanceofPSMAandCD44v6inhumannormalprostate,benignprostat‐

ichypertrophyandprostatecancer;tostudytherelationshipbetweentheexpressionandinfiltrationandmetasta‐

sisinhumanprostatecancer・

Methods:ＷｅｓｔｕｄｙｔｈｅｅｘｐｒｅｓｓｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ｉｎ２normalprostate,４４benignprostatichypertrophy

and58prostatecancerbyimmunohistochernistryS-Pmethod､Chi-squaredtestwasusedtoclarifytherela-

tionshipbetweentheｅｘｐｒｅｓｓｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ａｎｄｃｌinicalpathologycharacters,Spearmancorrelation

analysiswasusedtoclarifytherelationshipbetweentheexpressｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ｉｎｐｒｏｓｔａｔｅcancer・

Results:TheexpressionofPSMAandCD44v6occursmainlyinthecellmembraneandcytoplasmofbenignpro-

statichypertrophyandprostatecancer・Of44benignprostatichypertrophysamples,２５(56.82％)showedpositive

expressionofPSMA・Of58prostatecancersamples,４１(70.68％)showedpositiveexpressionofPSMA,２normal

prostatesamplesshowednegtiveexpression,thepositiveexpressionratioofPSMAinpoordifferentiationcancer，

moderatedifferentiationcancerandwelldifferentiationcancerwerｅ４２．８６％，７５．００％ａｎｄ８３．３３％・Theexpres-

sionofPSMAhadassociationswithage(Ｐ＝0.037),degreeofdifferentiation(Ｐ＝0.423,0.105,0.024)and

lymphnodemetastasis(Ｐ＝0.000).Of58prostatecancersamples,４３(74.14％)showedpositiveexpressionof

CD44v６.Thenegativeexpressionwasshowedｉｎ２ｎｏｒｍａｌｐｒｏｓｔａｔｅｓａｍｐｌｅｓａｎｄ４４ｂenignprostatichypertrophy

samples,WefoundthatthepositiveexpressionratioofCD44v6inpoordifferentiationcancer,moderatedifferen-

tiationcancerandwelldifferentiationcancerwere9２．８６％，９０．００％ａｎｄ５０．００％．TheexpressionofCD44v6

hadassociationswithdegreeofdifferentiation(Ｐ＝0.005,0.773,0.007)andlymphnodemetastasis(Ｐ＝0.008)．

Of58prostatecancersamples,３７showedpositiveexpressionwhilellshowednegativeexpressionofPSMAand

CD44v64samplesshowedpositiveexpressionofPSMAbutnegativeexpressionofCD44v6､６samplesshowed

negativeexpressionofCD44v6butpositiveexpressionｏｆＰＳＭＡ・AccordingtoSpearmancorrelationanalysis,we

foundthattheexpressionofPSMAandCD44v6hadcorrelation(Ｐ＝0.571)．

Conclusion:TheexpressionofPSMAinprostatecancerwashigherthanthatofinbenignprostatichypertrophy・

TheexpressionofCD44v6washighinprostatecancerwhilenoexpressioninnormalprostateandbenignprostat‐

ichypertrophy・ＴｈｅｅｘｐｒｅｓｓｉｏｎｏｆＰＳＭＡａｎｄＣＤ４４ｖ６ｈａdassociationswithdegreeofdifferentiationandlymph

nodemetastasisinprostatecancer・Furthermore,theexpressionoftwoproteininprostatecancerhadcorrelation．

TheExpressionandSignificance0ｆＣＤＸ２ｉｎｉｎｔｅｓｔｉｎａｌｍｅｔａｐｌａｓｉａｏｆｇastricmucosa

XuguangWang1,ZhongZhang1,YuanYuan2

1・Departmentofpathology,ShenyangMedicalCollage

２.Cancerlnstitute,ChinaMedeicalUniversity,China

AIM:WTnToinquiretheroleofCDX2duringthedevelopmentoflM,ｂｙdetectingtheexpressionindifferent

IMandtheexpressionchangeofH･pyloriinfection,todiscussthesignificanceOfCＤＸ２ｉｎｄｉｆｆｅｒｅｎｔｌＭ･

MaterialsandMethods:DetectingtheexpressionofCDX2in58casesnormalgastricamucosa,１８４caseslMand

36gastricacancerbyimmunohistochemicalmethod;classingthelMintothreesubtypes,IMI81cases,ＩＭＩＩ６２

ｃａｓｅｓａｎｄｌＭＩＩＩ４１ｃａｓｅｓｂｙＨＩＤ－ＡＢｐＨ２,Ｓ－ＰＡＳｍｅｔｈｏｄｓ；detectingtheH､ｐｙｌｏｒｉｌｇＧｂｙＥＬＩＳＡｍｅｔｈｏｄｓ

ｉｎｌ８４ｃａｓｅｓｌＭ,ｗｈｉｃｈｄividedintoH・pylori-positivegroup90casesaｎｄＨ・pylori-negativegroup94cases・

Results:ThepositiveratesofCDX2expressioninlMandgastriccancerweresignificantlyhigherthannormal

gastricmucosa,wherewereallnegative(Ｐ＜０．０１).ThepositiveratesofCDX2expressionofgastriccanceris

lowerthanthatoflM(Ｐ＜0.01).ThepositiveratesofCDX2expressiｏｎｉｎｌＭＩ,ＩＭＩI,IMIIIweredecreased

insequence,therewassignificantlydifferencebetweenlMIandlMIII(Ｐ＜０．０１）;therewasdifferencebetween
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IMIIandlMIII(Ｐ＜０．０１).ThepositiverateofCDX2expressioninlMIandlMIIhadsignificantlydiffer‐
encecomparedwithgastriccancergroup(Ｐ＜0.01,Ｐ＜０．０５respectively）;whiletherewerenodifferencebe‐

tweenlMIIIandgastriccancergroup・CDX2waslocatedinlMcellularnucleus・ＴｈｅｐｏｓｉｔｉｖｅｒａｔｅｓｏｆＣＤＸ２Ｈ・

pylori-positvegroupslMwerehigherthanHpylori-negativegroups（Ｐ＞0.05)．

Conclusions:ＴｈｅｌＭｗｈｅｒｅｎｏｅｘｐｒｅｓｓｉｏｎｏｆＣＤＸ２ｈａscarcerativepotential,andhascloserelationshipwithgas‐
triccancer・WecanjudgethedifferetiationoflＭｂｙＣＤＸ２．

AnimmunohistochemicalanalysisofpathogenicityofHelicobacterpylorionhumangastricepitheliainthe

biopsyspecimensdiagnosedasGr0up-I(N0n-neoplasticandnon-atypicalregenerativelesions）

JiaWang''2,KazuhisaHasui''2,KenjiKato3,YoshifumiKawand4,TakashiAikou3,FusayoshiMurata5andEiichi
Sato5、

１.Departmentoflmmunology(2.Previous2ndDept､ofAnatomy),３.DepartmentofSurgicalOncologyanｄＤｉ‐
gestiveSurgery,４.DepartmentofPediatrics,KagoshimaUniversityGraduateSchoolofMedicalandDentalSci-

ences,５．ＫagoshimaUniversity

lnordertoseepathogenicityofHelicobacterpylori(ＨＰ)infectiononthegastricmucosa,differencesincell

proliferation,thesupplyofstemcellsandprogrammedcelldeathwereinvestigatedbymeansofimmunohistoche‐

mistry(IHC)betweeneach5casesofbiopsiedgastricmucosaltissueswithandwithoutHPinfection,Thebiop‐
siedgastricmucosaltissueswerediagnosedasGroup-1(non-neoplasticandnon-atypicalregenerative).itwas

judgedontheH.＆E-stainedspecimenswhethertherewasHPinfectioninthebiopsiedgastricspecimens、

Proliferatingcellswerelabeledbyanti-Ki67amtigenantibody(ＭＩＢ－１）.Progenitorcellswerelabeledby

CD117.Apoptoticcellswerelabeledbyanti-cleavedcaspase-3antibody・Autophagyandautophagiccelldeath

werelabeledbysupersensitivelHＣｏｆｂｅｃｌｉｎ－１・SecretoryfunctionwaslabeledbysupersensitivelHCofCD133・

ThestudywasperformedundertheconsentofKagoshimaUniversityHospitalethicscommittee・Proliferating

glandularepithelialabeledbyMIB-1wereseensporadicallyinthefundicglandularportionbesidesintheneck

portion､AfewprogenitorcellslabeledbyCD117werenotedinandaroundthenecｋｐｏｒｔｉｏｎｉｎ４ｏｕｔｏｆ５ｃａｓｅｓ

ｗｉｔｈＨＰｉｎfection(p＝0.024).Cleavedcaspase-3-positivecellswererecognizedintheneckportioninacase

withHPinfectionbesidesinthesuperficialfoveolarportion.ＣＤ１３３－ａｎｄｂｅｃｌｉｎ－１－ｐｏｓｉｔｉｖｅｇranuleswerenot‐

edintheglandularepitheliaandespeciallyatthecellapexatthefundicglandularareas,Ａｔｔｈｅｄｅｅｐｐｏｒｔｉonof

thefundicglandsinthecaseswithHPinfectiongroupedautophagiccelldeathwasfound(ｐ＝0.024)andgrouped

desquamationoftheglandularepitheliawasseenintheglandularlumen・Thus,thefollowingpathogenicityofHP

infectionwasindicated・HPinfectionpropelledproliferation,acceleratedapoptosisintheproliferatingcellsand

supplyoftheprogenitorcellsattheneckportion,andinducedautophagyendedinautophagiccelldeath・Nuclear

expressionofbeclin-1suggestingfOrnuclearexportfailureofbeclin-1wasnotrecognizedinthesespecimens・

Therefore,proliferationandautophagicfailuresintheproliferatingcellsincludingprogenitorandprecursorceUs

underHPinfectionmightbeconcernedwiththeHP-carcinogenesis．

ＥｘｐｒｅｓｓｉｏｎｏｆＨＢＭＥ－１ａｎｄＲＥＴｉｎｂｅnignandmalignantthyroidphthol0gicalchanges

JieSun,CuifangWang,MengTeng,DaweiHuan

DepartmentofPathology,FengtianHospital,ShenyangMedicalCollege,LiaoningShenyangllOO24

0hjectivｅＴｏｓｔｕｄｙｔｈｅｅｘｐｒｅｓｓｉｏｎｏｆＨＢＭＥ－１andRETinbenignandmalignantthyroidphthological

changes,lookingfbrvaluablediagnosticmarkerstodistinguishthebenignlesionsfromthemalignantones・

Methods:Bymeansoftissuechiptechniqueandtheimmunohistochemicalmethod,２２casesofnodulargoiters,７

casesofthyroidadenomas,４７casesofpapillarycarcinomas，７casesofundifferentiatedcarcinoma,５casesof

medullarythyroidcarcinoma､４casesoffbllicularthyroidcarcinomas､１casesofpoorlydifferentiatedinsularcarci-

nomaandlcasesofsquamousthyroidcarcinomawereexａｍｅｄｔｏｄｅｔｅｃｔｔｈｅｅｘｐｒｅｓｓｉｏｎｏｆＨＢＭＥ－１ａｎｄＲＥＴ．
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Results:ＴｈｅｐｏｓｉｔｉｖｅｒａｔｅｓｏｆＨＢＭＥ－１ａｎｄＲＥＴｗｅｒｅ６７．６９％ａｎｄ２６．１５％inthyroidcarcinomas・Theposi‐

ｔｉｖｅｒａｔｅｓｏｆＨＢＭＥ－１ａｎｄＲＥＴｗｅｒｅｌ０．３４％andOinthroidbenignphthologicalchanges・

Conclusion:ThepositiveratesofHBME-1andRETwereincreasedinthyroidcarcinomas・Thereisasignifi‐

canceinpathologicaldiagnosis．

ClinicopathologicalSignaficance0ftheExpressionofTumorSupressorGenePtenandCellApoptosisKｅｙＦａｃ－

ｔｏｒＣａｓｐａｓｅ－３ｉｎＰｒｉｍａｒｙＭalignantGastricLymphoma

HongweiSun,DongyingWu,SuminZhang,YanXin

lnternallDepartment,LiaoningTumorHospital,ShenyangllOO42,Ｐ.Ｒ､China

Background:Primarygastricmalignantlymphomaisthesecondcommonestmalignantｔｕｍｏｒｏｆｔｈｅｓｔｏｍａｃｈ､So

farthemolecularmechanismofitsdevelopmentandprogressionisstillunclear､Therehasbeennoobjectiveand

practicalmarkertoevaluatethemalignantdegreeofthetumorandprognosisofthepatients．

Ａｉｍ:ToinvestigatetheexpressionofanewtumorsuppressorgenePTENandcaspase-3,akeyfactorofcell

apoptosis,inprimarymalignantlymphomaofthestomach,andprobeintothemolecularmechanismofthedevel‐

opmentandbiologicalbehaviorofprimarymalignantlymphoma・

MethodsandResoults:Fifty-sixprimarymalignantgastriclymphomawereinvestigatedbySABCimmunohis-

tochemicalmethodusingantibodiesagainstPTENproteinandCaspase-3respectively・Thepositiveexpression

rateofPTENintheprimarygastriclymphomas(61.9％,34/56)wassignificantlylowerthanthatiｎｔｈｅｎｏrmal

gastricmucosa(96.9％,３１/34),Ｐ＜0.005;TheexpressionofPTENingastriclymphomawascorrelatedwith

invasionandlymphnodemetastasis,Ｐ＜０．０５.ThepositiveexpressionrateofCaspase-3inprimarymalignant

gastriclymphoma(76.8％,４３/56)wassignificantlylowerthanthatinthesuperficialgastricmucosa(96.4％，

27/28)(Ｐ＜0.05),whilehigherthanthatinthenormalgastricglands(35.7％,10/28)(Ｐ＜0.005).Additional‐

ly,thePTENexpressionwascorrelatedwithcaspase-3expressionintheprimarygastriclymphoma(Ｐ＜0.

005)．

Comcolusion:Thedown-regulatedexpressionoｆＰＴＥＮｇｅｎｅｍａｙｐｌａｙａｎｉｍｐｏｒｔａｎｔｒｏｌeinthedevelopment

andprogressionofmalignantgastriclymphomabyinfluencingtheactivityofcaspase-3asalongwiththeapop-

tosisofglandularepithelialcellsofgastricmucosa．

ＢＳＡ－ＡＧＥｓｔｉｍｕｌａｔｅｓＭＭＰ－９ＡｃｔｉvityandExpressionvialsoprenoidPathway

LiYongjun,YangXianghong

DepartmentofExperimentalPathology,ChianMedicalUniversity

Ohjective:IntroductionUnderthehyperglycemiccondition,macromoleculescanbeinducedintoadvancedglyca‐

tionendproduct,whichdepositinthevascularwall・RecentstudiesindicatethatAGEplaysanimportantrolein

atherogenesis・However,StudiesontherelationshipbetWeenAGEandmetalloproteinasearequitefew・Inthis

study,weobservedthemorphologicalchangesofmouseperitonealmacrophageｓｉｎＡＧＥｃｏｎｄｉｔｉｏnalmedium，

studiedtheactivity／expressionchangesofmacrophage,andexploredtherelationshipbetweenAGE-induced

MMPactivationandplaquerupture,Furthermore,weascertainedtheroleofisoprenoidpathwaybyusingiso‐

prenoidpathwayinhibitor(Statins)anditsintermediateproducts(ＧGPP)．

Method:AfterpreparingBSA-AGEviaincubation,fluorospectrophotometryandSDS-PAGEwereappliedfbr

identificatioｎ.SimvastatincytotoxicitywasexcludedbyMTTmethod､Mouseperitonealmacrophageswereincu-

batedwithBSA-AGE(400ｍｇ/L)andthenmorphologicalchangeswereobservedMacrophageswereincubated

withBSA-AGEatdifferentlevels(0,50,100,200,400ｍｇ/Ｌ)andfordifferentintervals(0,12,24,36,48h)；

furthermore,differentlevelsofSimvastatin(5皿Cl/L,５０pLmol/Ｌ)wereappliedtoobservetheinhibitoryeffect

andthenGGPP(10仰Cl/L)wasaddedtodeterminethereversaleffectonSimvatatin-inducedinhibition､After

collectingthecellculturesupernatant,ＭＭＰ－９ａｃｔｉｖｉｔｙｗａｓｄｅｔｅｒｍｉｎｅｄｂｙＧｅlatinZymographyandtheexpres-
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sionbyWestern-blot・TheintensityofimmunoreactivebandswasdeterminedbyscanningPVDFｆｉｌｍａｎｄｍｅａ‐

suringtheopticaldensityasarbitraryunitsofintegrateddensityvalue(IDV).AllthedatawereanalyzedbySPSS
softwarel１．５．

Results:Accordingtofluorospectrophotometryscanning,ourincubationproductshowedthespecificdouble-

peakofAGEs.ＳDS-PAGEindicatedthattheelectrophoresisratechangedasexpected・MTTtestexcludedthe

possibilityofStatincytotoxicｉｔｙｉｎｔｈｅＭＭＰ－９ｉｎｈｉｂｉｔｉｏｎ・AGE-BSAinducedmorphologicalchangesof
macrophageinvitro・AftertreatmentofAGE-BSA(0,50,100,200,400ｍｇ/L)fOr48hours,macrophageMMP
-9increasedsignificantlyincontrasttothecontrol,showingthedose-dependenteffect(ｎ＝５，Ｐ＜0.05).After

treatmentof400mg/LAGE-BSAfbrdifferentduration,MMP-9activitypresentedsignificantdifferencein
contrasttothecontrol,showingthetimedependenteffect(ｎ＝５，Ｐ＜0.05).SimvastaindecreasedMMP-9ac‐

tivitysignificantly,ｗｈｉｃｈｗａｓｒｅｖｅｒｓｅｄｂｙＧＧＰＰ・DiscussionChronichyperglycemiacaninduceproteinnon-en‐

zymaticglycationtoformadvanceglycationendproducts,whichdepositinthevascularwall,Ｏｎｔｈｅｏｔｈｅｒｈａｎｄ，

AGEscanproducevariouspathogeniceffecｔｓｖｉａＡＧＥ－Ｒａｇｅｓｉｇｎａｌｐａｔｈｗａｙ・Inthisstudy,BSA-AGEwas

withtheactuallevelofpathologicalconditioninhumanbody,namely,itdoesn，ｔｅｘｃｅｅｄ４００ｍｇ/L

Metalloproteinaseplayanimportantroleinatherogenesisbydegradingextracellularmatrix､Recently,ＭＭＰ
－９ｂｅｃｏｍｅｓａｈｏｔｉｓｓｕｅｉｎｔｈｅａspectandisregardedasacrucialculminantinatherogenesis・Meanwhile,ａｄ‐

vancedglycationendproductispreferentiallydistributedinrupture-pronearea・Ourexperimentindicatedthat

advancedglycationendproductcanactivatemacrophagetosecreteMMP-9intimeanddosedependentpattern・

IｔｆurtherprovedthatAGE-induceｄＭＭＰ－９ｉｓｉｎｖｏｌｖｅｄｉｎｄｉａｂｅｔｉｃａｔｈerogenesis・Previousreportsindicate

thatsmaｌｌＧＴＰａｓｅｉｓａｔｔｈｅｃｅｎｔｅｒｏｆＡＧＥ－ｍｅｄiatedsignaltransduction・CytoplasmicsmallGTPase,aninactive

molecule,shouldbeacylatedinordertobeanchoredtocellmembrane,whichiscloselyrelatedtoisoprenoid､In
thisstudy,weprovedthatSimvastatin(inhibitorofisoprenoidpathway)inhibitedtheAGE-inducedMMP-9

activity/expressionandGGPP(isoprenoid)reversedthisinhibitoryeffectofstatins,indicatingthecrucialroleof
isopreｎｏｉｄｐａｔｈｗａｙｉｎｔｈｅＡＧＥ－ｉｎｄｕｃｅｄＭＭＰ一９expression・

Ｉｎａｌｌ,advancedendproductcanactivatemacrophagesandenhanceMMP-9activity,whichunderliesthe

pathogenesisofdiabeticcomplication､ItalsosuggestsinhibitionofAGEproductionisanewtherapeutictargetof

diabeticatherosclerosis・OurresultssuggestAGE-inducedMMＰ－９expressionisrelatedisoprenoidpathway，
butthedetailedmechanismshouldbestudiedfurther．

EffectsandcorrelationofXinzhiBimincapsuleonexpressionofNF-ＫＢａｎｄＩＬ－５ｉｎｔｈｅｓｐｌｅｅｎｔｉｓｓｕｅｏｆex-
perimentalallergicrhinitisiｎｒａｔｓ

ＬｉＧａｏ,XiaolingBao笑，XiaofangJiang

CollegeofPreclinicalMedicineofXinjiangMedicalUniversty,Urumchi830054,Xinjiang,Ｐ.Ｒ､China

美TumorhospitalofGansuProvince,Lanzhou730050,GansuProvince,Ｐ.Ｒ､China

TostudytheeffectandcorrelationofXinzhiBimincapsuleonexpｒｅｓｓｉｏｎｏｆＮＦ－ｊｃＢａｎｄｌＬ－５ｉｎｔｈｅｓｐleentis‐

sueofexperimentalallergicrhinitis(ＡＲ)inrats,andidentifythemechanismofpharmacodynamicaction・Theex‐

pressionofpositivecellofNF-にBwasdetectedinsemiquantitybyimmunochemistryandtheexpressionoｆｌＬ－

５wasdetectedinquantitybyELISA,whichwerecomparedwiththedifferentmodelratsestablishedinARand

thenormalcontrolgroup・TheexpressionoftheproportionofｐｏｓｉｔｉｖｅｃｅｌｌｔｏＮＦ－ｌｃＢａｎｄｌＬ－５werelowerin

theexperimentalgroupthanthemodelgroup(p＜０．０５）andthepositivecontrolgroupexceptthenormalcontrol

group,moreover,theleveloflL-5intheexperimentalgroupwaspositivelycorrelatedtotheproportionofposi-

tivecellｔｏＮＦ－にＢ・ＴｈｅｒｅsultsuggeststhatthecapsuleofXinzhiBimincanreducetheinfiltratｉｏｎｏｆＥＯＳａｎｄ

ｔｒｅａｔｔｈｅｓｙｍｐｔｏｍｏｆＡＲｉｎｒａｔｓｂｙｄｏｗｎ－ｒｅｇｕｌａｔｉｎｇｔｈｅａｃtivationofNF-IcB,inhibitingtheexpressionofcy-
tokinesofTh2(ｓｕｃｈａｓｌＬ－５)．
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Proteinexpressi0nandgeneampliｆｉｃａｔｉ０ｎｏｆＨＥＲ－２ａｎｄＥＧＦＲｉｎｃｏｌｏrectalcancers-animmun0histoche-

micalandfluorescentinsituhybridizationstudy

Li-Xiaoling,AkishiOoi1,XinYan2

1nternalmedicine;LiaoningProvinceTumorHospitalllOO42

Aims:ToobservetheproteinexpressionoｆＥＧＦＲａｎｄＣ－ｅｒｂＢ－２ａｓｗｅｌｌａｓｔｈｅｓｔａｔｕｓｏｆｔheirgeneamplifica‐

tionincolorectalcancer,investigatethemechanismofproteinexpressionandgeneamplificationandthesignifi‐

canceofgeneamplificationinpredictingtargettherapyincolorectalcancer・

Methods:１２２paraffin-embeddedcolorectalcancerspecimensofresectedspecimenwerecollected､Detectingex‐

pressionsofEGFRandC-erbB-2incolorectalcancerbythemethodofSABC20specimens,ｗｈｉｃｈＥＧＦＲａｎｄ

ｃ－ｅｒｂＢ－２ｐｒｏｔｅｉｎｗｅｒｅｐｏｓｉｔｉｖｅｂｙｌＨＣ,wereanalyzedbydual-colorFISH・SelectinglOspecimensatrandom

tobedetectasnegativecontrol・

Results:EGFRproteinwascytoplasmicandmembranestainingincolorectalcancer・Ｔｈｅｐｏｓｉｔｉｖｅｒａｔｅｗａｓ４４、

２６％、１１．４８％wasmembranestained・Mostpositivecancercellswereinnestpattern･TheexpressionofEGFR

wascloselyassociatedwithhistol-type(Ｐ＜0.05).OnlythreespecimenswerepositiveｏｆＣ－ｅｒｂＢ－２､Thepos‐

itiveratewas2､４６％・Ａｍｏｎｇｔｈｅｍ,highlevelexpressionwasseenintwocaseswithoutEGFRexpression・The

otheronewascytoplasmicstainｉｎｇｏｆＥＧＦＲｗｉｔｈcytoplasmicstainingofc-erbB-２．１７specimens,ｗｈｉｃｈ

ＥＧＦＲａｎｄｃ－ｅｒｂＢ－２ｐｒｏｔｅｉｎswerefoundmembranestainingorcytoplasmiｃｓｔａｉｎｉｎｇｂｙｌＨＣ,weredetectedby

dual-colorFISHanalysis､GeneamplificationofEGFRcouldbeｓｅｅｎｉｎｔｈｅｏｎｌｙｏｎｅｓｐｅｃｉｍｅｎｗｉｔｈｌＨＣ３＋、It

hadtwokindsofgeneamplificatiｏｎｐａｔｔｅｒｎｗｈｉｃｈｗｅｒｅＤＭａｎｄＨＳＲ､ＴｗｏｏｆｎｉｎｅｃａｓｅｓｗｉｔｈｌＨＣ２＋displayed

signalofpolysomyinnuclearbutwithoutamplification・Besidesthese,afteranalyzingthreespecimenswitｈｌＨＣ

３＋ｏｆｃ－ｅｒｂＢ－２ｂｙＦＩＳＨ,ｗｅｆｏｕｎｄｔｈｅｓａｍｅｐａｔｔｅｒｎｏｆＨＳＲａｍｐｌificationintwocaseswithstrongmem-

branestaining・Theamplificationratewas1.64％(2/122)inourstudy・Therewasnogeneamplificationintｈｅ

ｓｐｅｃｉｍｅｎｗｉｔｈｌＨＣ１＋・

Conclusion:ＥＧＦＲａｎｄｃ－ｅｒｂＢ－２ｐｒｏｔｅｉｎｏｆＥＧＦＲｆａmilywerelowerexpre霜iOnincolorectalcancer・Geneam-

plificationofEGFRandｃ－ｅｒｂＢ－２ｗａｓｏｎｅｏｆｍｅｃｈａｎｉｓｍｉｎｐroteinexpressionandwascloselyrelatedtothe

tumorprogression・ＣｏｍｂｉｎｉｎｇｔｈｅｍｅｔｈｏｄｓｏｆｌＨＣａｎｄＦＩＳHtodetectgeneamplificationandproteinexpression

ofEGFRandc-erbＢ－２，wecanselectthepositivecasesｏｆＥＧＦＲｆａｍｉｌｙａｎｄｔｈｅｎｃａｒｒｙｏｕｔｉｎｄividualtherapy

forthepositivepatients．

(1,DepartmentofPathology;YamanashiMedicalUniversity,Japan２，ＬａｂNo.４，Cancerlnstitute,ChinaMedi‐

calUniversityllOOO1）
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