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Induction of chondrocyte differentiation from human mesenchymal stem cells by
TGF-B signaling pathway '
nalalumsWaiun chondrocyte Mnwsadaunnfiasiiaiwulailasmsimionives
TGF-f3

mamzideaasiannisadduiiia (sem cells) voaywdiussdanuilvifimauiuiiauloves
Uy mmmﬂnJummmwaﬂ%maaLuamawwwuﬂoﬂﬂelﬂumﬁﬂmwammmimimLmumaa
iedefaaundmand °lumﬂmmmwmsmmeLumslumswmuwmnsumaau (cartilage) Tugosiha,
joint arthritis, joint injury {ludu mmﬁﬂmsluﬂ%i;uummamﬂﬂ wadaumIilasiia human mesenchymal
stem cells (hMSCs) ﬁwé’aLﬂuﬁauhLfimmﬂmmmﬁmuﬂﬁmﬂmaémm@'ﬂwmauazmmmﬁwuﬂﬂtﬂu
isadluimeldvatesiia 15u osteoblasts, chondrocytes uas adipocytes 1WiTuRazdoseaanosd
mmi’é’mdn'ﬁmejﬁmiﬁﬂmLﬁa’lﬁtﬁﬂmmLifﬂa‘luﬂavlﬂmsmw;mxé\'u?mﬁLﬁﬂaﬁaqﬁmuauﬂﬁﬁ'@uuw
adytann 9 émuﬁ%’aﬁﬁmenﬂalﬂuszé’u%’uﬁmuaumiﬁwumm chondrocyte (chondrocyte

= 11

differentiation) fogasutnida udluilgiunuin TGF-B mmsamﬁmﬁﬂﬁ hMSCs o liilu
chondrocyte vlﬂ ‘%’q:‘imsﬁﬂmmﬂawmnu chondrocyte differentiation mﬂ‘llu lay TGF- B i growth
factor mwummﬂmu prohferatlon differentiation, cell adhesion uay apoptosis 1991588 3 3 %ia A
TGF- 1.2 naz 3 %t 3 #iin aunsanszdu chondrocyte differentiation léimileuiu WU TGF-3
uenNNIzal signal IngF1UMI Smad2 uay Smad3 ud signaling v84 TGF-[3 fuferFosiy extracellular
signal-regulated kinase (ERK) uaz Wnt signaling pathway @18 Tudimves Smad2 uay Smad3 Fuihy
effector fidagluntsds signal voq TGF-f3 1ﬂ§aﬁatﬂﬁaaﬁuﬁﬂWiﬁﬂB1%aq Ferguson UagAniz (2000) q
ﬁﬂymmmauwuﬁﬂm TGF-B1 U Smad2 uaz Smad3 fiferdesdumewannves chondrocyte WU
TGF- Bl EJlJENmi expression 984 collagen type X uag Alkaline phosphatase (ALP) mtﬂu marker ‘ﬂEN
mswwuwm chondrocyte Tuszuzine Taumume Smad2 uag Smad3 d Wat 51gnahng pathway ‘N
\erdiaafy adhesion molecules vou5ad ool B catenin 11\ transcription factor ‘w’mﬂm NnMsinm
984 Zhou uazAiz (2004) Tngl¥ hMSCs line KM101 wudhilms expressed Suilifuadiosiu TGE-B uaz
Wnt signaling pathway uag TGF-Bl mmsmﬁ'u stability uazmzé’umiazamm B-catenin Tu
hiadodlduaswy synergy vos TGF-B1 uag Wnt signaling pathway Tumsnszdums expressed v8a
collagen type II gene 9@ Ehumiﬂi“’muiﬂamumd ERK signaling pathway miﬂimu%utﬂu cascade
Tﬂmsmmﬂimumu Ras, MEK uaz ERK # ERK vmﬂ phosphorylated Fwthidu transcription factor
NNMIANYIVEN Lee uazamy (2004) lagls TGF-[33 mmﬂmsﬂﬂumauuwmwmmsaﬂszquslwumi
Wannyes chondrocyte 16Ani TGF-B1 uas 2 wm’ﬂumimﬁmﬁﬂﬁ MSCs naenilu chondrocyte Tng
1% TGF- BS WU expressed ¥84 collagen type II gene SN Hu marker YOIM I chondrocyte u
32UzUIN uiluannziid MEK inhibitor vzudans expression ¥33uli uazwui1 TGF- B3 dansafia
ERK #ign phosphorylated 18 umsdnmadefuaaddvifiui TGE- B signal Tgmswannves

chondrocyte Tngifaaaiy ERK signaling pathway MnKamsAnuRNAL uaalishih TGE- B signaling
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pathway mUﬂumiﬁwuwad chondrocyte Taomsds signal H1W pathway 51&95’38 Ao ERK uaz Wnt
signaling pathway ethelsfimunalafiuiselumsauaumswannveasad chondrocyte §alimuuida
Faoahmsdnmeel) iethanditldinlflumsaiuau chondrocyte differentiation Swzvenonalig
mssnmlsadely
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1. Ferguson C, Schward E, Reynolds P et al. Smad2 and 3 mediate transforming growth factor-
induced inhibition of chondrocyte maturation. Endocrinology 2000; 141: 4728-35.

2. Zhou S, Eid K, Glowacki J et al. Cooperation between TGF-B and Wnt pathways during chondrocyte
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The study of (X/B globin mRNA ratio in Q- thalassemia
msanmdasidiuves OUP globin mRNA Tusavhsdadiile

Savhndadido dulsanssuiugiliiannmsnamely (deletion) viemsnaewug (non-deletion)
¥ O globin gene Invanujuusvesdarhndadifioesdufusnouiuianndlunnunaded 4 Ju
msAnwdeyanulafininewesdavhndadilonud §Afl O globin gene Amlnddaud 2 Juduliosil
FoyanmalafiaImeuandrnnunfidessiiar Hb, MCV, MCH uaz MCHC shadauilnd usien RBC a2
genhaund Wednmdanuannsalumsduengidlulnatulngldmaiia in vitro hemoglobin synthesis
w1 0P globin ratio ludavhmdaddiefishulnilsenhy funianausmuswnduiamnng do
OlO/OLOL = 1.06+0.11, -OU/OLOL = 0.8710.12, — —/OLOL = 0.6610.12 uaz — —/—01, = 0.44+0.20
msAmnTusedy mRNA SafimsAmnliinatin 14l 1980 Hunt DM wazaaiz ldasnda 0B globin
mRNA ratio Tudavhsdadifle §1073% cDNA/RNA Liquid hybridization Wi @unsauendammaas
Woriiadegoananiuld Taodandmvesaudndivhdy 2.27 uazauiliugarhsdadiflorsiisasdiu
anaemufIuresiuiinemely uimsdnuadsiilbiinsasadidueiftonendTulndf miuenves
davhmdafiile 1iensziaasevashlumsueniTulnd dexhiil 1996 Smetanina NS nazane l8dnu
0U/P- uaz 012/0U1- globin mMRNA ratio lungudavhmdasifiouiu udlfimaiia PCR Iav@namn
primer #1e *P 1iievh auto-radiography naznfFouisuiSnnmes O uaz B- mRNA TnsTaanuiduves
band vuRUNENFIBIATEe Shimadzu CS 9000 densitometer Wi eandmvesauln@niy 4.33 uay
dandmnzanadludavhndadiflosiiama doanluil 2000 Watanapokasin Y uazaas léthmedia
quantitative real-time RT-PCR w14 lumsasiadia o/ B globin mRNA ratio Gluwﬂw B thalassemia/Hb E
%uﬂmm Wednmdsmduiigae 0V globin mRNA ratio sazanuguusavedlsa Ingmsls TagMan
probe fid1m1zsie O uaz B globin mRNA Tumsasniatiina wuhdandmvesnunieylugaa 0.97-
1.20 uauamwfhuquawu‘luﬂauwﬂm [3- thalassemia/Hb E uawuﬂswumummiuuswmma"m Nn
?Jauawuaaiuﬂm“ulummmnaﬂiﬂuuuaumamwdaumm 0/ globin mRNA luauilnd failtuegiy
maua‘lumsmnm stnlsfimusanduiinnaialdludarhndasfodunTianas ua wsAumu
mmuauwaﬂm mam’mﬂamwmumm 0U/[3 globin mRNA Tagl$madia real-time PCR mummaﬂmm
nanhidediemniu mmuJusuauawumuﬂsﬂwu‘lumiaﬁmammsuuiwaﬂsﬂm uananule
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thalassemia phenotypes by messenger RNA analysis. Br J Haematol 1980; 45: 53-64.
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thalassemia/Hb E using real-time PCR. Hemoglobin 2000; 24: 105-16.
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SPI-2 in Salmonella enterica Serovar Typhimurium
Unum wihi wazn1saugu SPI-2 luise Salmonella enterica Serovar Typhimurium

L%'E) Salmonella enterica serovar typhimurium (S. typhimurium) il intracellular pathogen ﬁﬂ'i)
TiAanesamwluszuumaiiuens Taefl Type I secretion systems (TTSS) i encode 910 Salmonella
Pathogenicity Island (SPI)-1 uag SPI-2 $u virulence factors ﬁmﬁﬁﬂudﬂ effector proteins L‘l’h’cj cytoplasm
w03 host cells ApliRamayngnuazmasiymelisadld nnamsdniniisum wuh SPI-2 mutants
Aengamwlussuumuduenslndidestu wild type S. ryphimurium udaei SPI-2 lifinadems
Rangdanmludld uadsliannsaesuneduwmmiluitiewes SPL2 16 saiuludl 2005 Coburn B uaz
ane ldAnmEaummees SPL-2 Tu Streptomycin-pretreated mices 71450180 S. ryphimurium Wunm
48 7T wuh myitld¥uise SPI-2 mutants Winadeaadesiumydlésuide SPL-1 mutants Aeliudns
wensamuwluszuumaduemns udaeimensn SPI-1 uaz SPT-2 sunsafewsndamwluszuumaiiiu
o3l uennniinamsdinulull 2005 ves Hapfelmeier S uazamz wuh SPI-1 uaz SPI-2 YNNG
989 lymphocyte cells luu lamina propia Tddhanguiiu Fathima Hapfelmeier S nazaniziednnaln
maauYea SPI-1 uag SPI-2 Tuwy wild type wagmyfiva MyD88 namsvaaeswui SPL2 mutants
Asl¥iiamsdniaunuunszne (diffuse cecal inflammation) Inglidesodamadedayanarig MyD8S8 ud
SPI-1 mutants Ael¥iAamseniauuuuamed (focal mucosal inflammation) Tnoodumsdadggramiu
MyD88 MANaMINAaBITNAUUENT S. ryphimurium eansansliiaaldoniaulas 2 naln A 1.14
SPI-1 Tumsynyn epitherial cells lnglirunmsnszdu MyD88 way 2. ovde SPI-2 lumsnigymehusad
Tagnszdurin MyD88 udnehfiiamsneuaussmaniduiuiiuandefusenin SPL- uaz SPL-2 uenan
iigwuh S. typhimurium deams SyA lumsiaSeylumely vacuole ¥09 macrophages Wiesnin SlyA iy
transcriptional regulator ﬁﬁmmmmmﬂizﬁ'ﬂﬁ S. typhimurium W9® oxyradicals (H202) fladenn
NADPH phagocyte oxidase Melu macrophages 1§ @t Sheena A nazeaiz il 2005 Sadnmany
duiusszning SPI-2 uaz SlyA Tumy #1&5us SlyA mutants 4az SPI-2 mutants HAMINAABINUT
AINTUUSIYRY SPI-2 mutants 9zanadatiann Tuvaiziinnuguuswes SlyA mutants 9zamauiieudn
oy uANUIINAVMIMNIUAAMTDY SPI-2 mutants 1961 M5a5N filaments W3omsvuds SPI-2 effector
Sse] MARAMIMAABILdATIIMIOUSeMIudmeenvotuliRu ey SPI-2 TTSS #oiordums
mugulag  SlyA Tagmnmamsfnmianmunazuenlimsudmwmm whitnndimsmuaumshauses
SPI-2 W S. typhimurium Susensavhanlifhuihvneluasaen (antibiotic target) H3001WITUILON

]
A

1 ¥ ! . . A ¥
anufluiseves TTSS iseyndldlumsyudelaBuidhg antigen presenting cells (APCs) iitonszdu
seuuAAuAUATA

q
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Dengue virus antagonlzes antiviral effect of Interferons (IFN-(X./ B)
nsa‘hsaLmﬂm)mummumsmm‘hsmmmsaumasMasau

mifaielh¥aed (Dengue Virus) 1luamguesnguoimslsaléidoasenduiuiigmmadu
msnaguiiddgyiiiewmnfimsssnauaziiiuamguesmsideFinldinlan  iledaigelhiasumedes
ofuszuugRiduiufie Innate immunity, Interferons (IFNs) wag Adaptive immunity tiedudamauiadh
Wnsnnuvash¥auasdinsadinaesentl egnlsimussuugiiduinitimomddnlumsaiuay
msdameieanuansaveshialumsdedmumahauvesssuugiiguiudliiduiinswmide Shresta uag
aniy (2004) 1&Souiflouumnneess IFNs sewie IEN-OU/f3, TFN-Y uaz adaptive immunity Tums
Frunsdnidelyaed Tagldny congenic mice_ wazgtﬁﬂmimwmmm receptor A93¥UY [FNs
WSswiisuiumy wild type wamsvmamwmmummmsmwmmm IFN- 0(/[3 Tiigsnsamiuaums
uwinsznevedhidlussuuideauaztnindedld uansafumyiienn IEN-Y uagvyfina B, CD4+ T vi3e
CD8+ T cells fifsasanmnsamugumsuninsznevedhialdluszozna 3 Yu uandd¥ivhud IFN-0/B
ﬁuwmmé’wﬁmiumsmnqumsuv’q@hLﬁu{hmmmvh%'aslmmu,iﬂmﬂmh IFN-Y %38 adaptive immunity
Fedeandeafummanesves Ho uazaniz (2005) iwunmsTi IFN-Y lusheusnneoumsinidiolhaisied
%09 human Dendritic Cells (DCs) aansaaaUSinaihiahusadldusmslindsnn DCs anigeliudre
TimansadufsmainBinalhialfuandeiunmsld IEN-y hihreuwnends DCs faidofmumnsndud
msinBnaweshidld uaznnmsdnmnavesmsiaigehisfeAdemnhaures IFNs Sawuh ms
daifelh¥ariiall munsadudaruumsidumiWeaielWiy tyrosine Tulusfiu STAT1 uaz STATS ¢
AIYAMTAAMIUTNBONYD Tyk2 %wﬂiﬂuLaQaé]’umwmmsﬂssﬁﬂﬂiﬁu STAT fiRenmanszdury
i IFN-OC udliiRafumsnsedusinms IEN-Y diunavesmsiaiselrfaifisnde IFN-3 thu Monoz-
Jordan uagAniz (2003) wudilu human cell line AfilusAunnlr¥aifieRdan Nonstructural 4B (NS4B) 9%
vWhiailde IEN fanuaansalumsiksifissnouuasdm IEN-B IdlasaamatamveslsTunes
ISRE 54 uag ISRE 9-27 Fuilu IFN-B stimulating gene uazormazdufsmnumaifsnmwodialiiy
tyrosine lsdu STAT1 l@dade msAamanuansaveshialumsdeduamsmanuvesszuy
afiduAunagmsdumszuugiduiuifunumlunsmiahidldesnilssansmmiaudeihezdnmde
oo lugmstlosiunaginmmsaaigelh¥aidenluewman
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1. Shresta S, Kyle JL, Snider HM, Basavapatna M, Beatty R.P, Harris E. Interferon-dependent immunity
is essential for resistance to primary dengue virus infection in mice, whereas T- and B-cell-dependent
immunity are less critical. J Virol 2004; 78: 2701-10.

2. Ho LJ, Hung LF, Weng CY, et al. Dengue virus type 2 antagonizes IFN-O( but not IFN-Y antiviral
effect via down-regulating Tyk2-STAT signaling in the human dendritic cell. J Immunol 2005;
174: 8163-72.

3. Monoz-Jordan JL, Sanchez-Burgos GG, Laurent-Rolle M, Garcia-Sastre A. Inhibition of interferon
signaling by dengue virus. Proc Natl Acad Sci USA 2003; 100: 14333-8.
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Immunogenicity of ESAT-6 and Ag85b proteins leading to the
development of TB vaccine
ANNEINIalumMInsEausTuudiduiuraclusiiu ESAT-6 uaz
Ag85b i lugnswanniaduilasiuinlsa

Mycobacterium tuberculosis dnnsafulisfussniamsinigdulaldvarssin fddgyuaznud
mmmmmiuns%uamunﬁﬁuﬁ’uvlﬁﬁﬁv’fluﬁ'wiwﬂaaqua‘"uu‘yé ﬁa Tﬂsﬁu ESAT-6 uas Ag85b asiu
RilmahlususinanindnniiorannfadullesiuSalsafunasuionaumiasu BCG MFogluileyiu
Fowuhbifivszansnmlumstesiualsaen wagwut BCG strain Tsienansoaseluséiu ESAT-6 was
Ag8sbld maifladianaln wasumummisnszdussuugfiduiuveslusiuiiddgyeaseialsa fuhil
mwmmyuaumnlummmumswwunmui’]aanmmkﬂmﬂs::awﬁmw Majlessi uazamg (2005) auly
muﬁﬂmﬂavlﬂua"umum’lum5ﬂizmusuuunuﬂuﬂmmiﬂmu ESAT-6 vouseialsateannsaduoanin
Idlavendy Region of difference 1 (RD1) Tnsdnwlumy (C57BL/6 mice) Hanidonamameladauise
3 sllafie BCG #ilifl RD1 (BCG:pYUB412), BCG #ifl RD15wmagf1e (BCG:RD1) naz doailsa
(H37Rv) udnhsnuSeuifiouanuguusivedlsa msunsnszaoide tasmsiRanedann aa5niaany
ansalumsnssquldimadifiaideaniunnudmfutashmhild wamsansmwui wylunguilanide
BCG:RD1 1ﬂNﬂﬂ15ﬁﬂB1ﬂﬂﬁWﬂﬂUﬁuﬂﬁﬂL‘ﬁ@ H37Rv mmqmummguuswaﬂm anuannsalums
uwsm“mﬂwamnﬂaﬂdmu uazmaiRenesanmitlenlaondnyag Sudewingy (granuloma lesion)
saummmmmsnslumsnimumaamslusuuu innate immunity uaz adaptive immunity l¥nsangafu
naziwthitld Wumamda IPN- Y msuamaanwaﬂuLaﬂamqemmﬂm‘lumsammswmLﬂuslumsmﬂmi
dniay 1fuduy m‘lwwamaﬂmmnwummm BCG uansldifiuin RD1 ssnsaifiuanuguusanaz it
mmmmszﬂum5ﬂs~mus~uunuﬂuﬂuwm BCG ¢ Sadonadesiunamsdnmyes Tully uazams (2005)
mwmmammwmmmmaﬂimmvluuammmsuu N T cells mummumﬂ wazgenInsoad IFN-Y 4
ilognnsz Juiolisiuvesfetalsa samie ESAT-6 uas Ag85b Bna Langermans uazeaiz (2005)
wuhmsianszdfudaiioiafu Ag85B-ESAT-6 was challenge droidoiailsn wuhaunsoannsiia
wensanmileald uazwuiimsaia IEN- Y sluﬁuﬂwaamwamvluanaﬂmmmumﬂan NANAMIANEN
wnanmuaﬂﬂwmmﬂﬂmu ESAT-6 kaz Ag85b aunsansyguliiinmsneuaneamanfiduiudnuisad
famsiftusnon nazmsat IEN-Y 163 doiu Sasianuihilulgnluemansimainlysiugandn
nwdaiiluTaguilesfiuTalsaninlszansmudol
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1. Majlessi L, Brodin P, Brosch R, et al. Influence of ESAT-6 secretion system 1 (RD1) of
Mycobacterium tuberculosis on the interaction between Mycobacteria and the host immune system.
J Immunol 2005; 174: 3570-9.

2. Tully G, Kortsik C, Hohn H, et al. Highly focused T cell responses in latent human pulmonary
Mycobacterium tuberculosis infection. J Immunol 2005; 174: 2174-84.

3. Langermans JAM, Doherty TM, Vervenne RAW, et al. Protection of macaques against Mycobacterium
tuberculosis infection by a subunit vaccine based on a fusion protein of antigen 85B and ESAT-6.
Vaccine 2005; 23: 2740-50.
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Population genetics of Hb Constant Spring and Hb Pakse’
WugmdaniigalsesnsvesdlulnaiuaouauauiaiBenazdlulnaiuihns

flulnaduaeudummia3s (Hb ConSp) hidlulnafufimnfsfianileiiAannmsnanoiufvesdu
012-globin fisumivlaneuyd Wasunn TAA—CAA WldiRamsduanzimelnatuiifinsaesily
nnndwad uasiimasuneienfiduie (mRNA) fliiades §fifhmmzvedudinanezlivansenms
maadiln daunizlelulslng Hb ConSp vzwuhdauazdushulaldidnios Sa4fiitu Hb ConSp $anfi
Ol-thalassemia 1 szrielvifinlsa8Tulnaiiuies (Hb H) uuy nondeletional fifle1msuussndhuvy deletional
seanldiinsnumsanmudlulnafiuinindsiiaviliiadofy Hb ConSp FuRannmanmetugveady
02-globin AsumisTaneugfigui Taswdsunn TAA—TAT #8ehdlulnatutnis (Hb Pakse) &
ilowui iy Ol-thalassemia 1 aansadelifialsa Hb H 1§isuidiordu Tnsfinonuwuadusnluauan
nadisnhasuazdomniinsnunuluaulng wazaweus TasfinsAnuianugnees Hb Pakse’
lwlszmnstnedan avmanmszun uasions  Suanednas 100 e wuANNAYes Hb Pakse’
Tulsgmnnslnedanuazionsiesas 2 udhimuluanvanmszusdegnunoumilovesssmaan uang
Tiivdumdeiuiiaves Hb Pakse’ hazeguinasesdeveslny an uazfuwy dw Hb ConSp
fimsammureslulszmalunazszmalunouieiFoafueenidodd 1 Laig M. uazaaizldimsdnm
ANugAves Hb ConSp ludsznnsieifonzTueenifeds Tnodnunlunduuszmnsiionduedudszimalne
Ay wazuedudadilszmadude woth nqulszannsiBedlm, ma, veuudu, quanemil e
Tngls wazyniuymn fanuddu Hb ConSp 0.0331, 0.0156, 0.0588, 0.0556, 0.1316 LAz 0.0088
amady udnslinulusnduide uaasl¥ifiudi Hb ConSp fetamsalgeluszimalne wennniiged
N69UMIATIINY Hb ConSp lungusemnsdudndae 18ud n3n, udimersidlon, sma nazngu
Uszmalunziueannaw lae Harteveld CL. wazaaiz lddnmdundsdiiaves Hb ConSp lagvhms
A1AZ¥ Ol-globin gene haplotypes o4 Hb ConSp ludthelsadlulnaduiessinin, s188i8eu %aatyj
lunduszmanaumdinoisiion nagmadu §1638 southern blot wuh Juvwnewinalnivesdihe
smnsnmileufiurdFideu uduandnnendu udadfivhiumdsnifinseamanaewugves Hb ConSp
fnlusdmesiloulilsfidertuiu dwiulue Sonsfuseniiodd ufaszmalng Salinod
NenuMsANGIuUY Ol-globin gene haplotypes e Sufuidesfithaulafiasmsdnyitedouses
undafufinves Hb ConSp wag Pakse’ finuluaulnouaziiewrulndides uanazivnsiesiiiu
doyaiugenaniiBesznnsdmivgiimaioBoaz usenidualddely
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High-level expression of AmpC B-lactamase in Gram-negative bacteria due
to either nucleotide insertion of promoter or formation of novel promoter elements
m3a¥aeulssi AmpC B-lactamase 1uﬂ‘%n1mmaamuw94Lnuﬂwasaunsuan
Wunannmsunsnuesiinaalelndlu promoter viansifia promoter lviai

fiumsinulsafarennuuefi Sodszauiigmediann eswmnnudanmsassvesuuaiiBene
o % z \ . 4

UNTHIINUBZUATHAVIRNIY smﬁqmmammnqu extended-spectrum cephalosporins (ESCs) Fuihuen

, {0 ver o X , o X :
Tungu B-lactams #¥nmlsafRniBonnuuait3oed Enterobacteriaceae nalnndnlumsaeeingu ESCs
fo wuaiBuahaeulsd B-lactamases Taun Extended-spectrum B-lactamases (ESBLs) uag AmpC
B-1actamases ulsliariiannsaamessnilneongnslild Tnosssumiaiouls) AmpC [-lactamases
wuldlunuai Govesdia 15y Enterobacter, Serratia, Citrobacter, Pseudomonas aeruginosa Taedun
mmhiahaeulsiiinveguulasinlsuvouuai Fouazdeserdusiinszdu (inducer) 15U 1 cefoxitin uaz
. . é { { ¥ 4 ] . . . |
imipenem FaddunneIveldun ampC, ampR, ampD wag ampG 4 Escherichia coli Wunigu ampC
vulasiulsnsuiuusiimsuaaeanvesduluszium domwuiil E coli fafovlsdieiatlulSne
4 L B - aa dX , . o oA a
NP URMINVEN ampC vuwandliaveuvanGeiinesdemngu ESCs e nnminmmaduieg
Tolndvestiu ampC vuwanaiawunitdiduiiadlelndadoadafuiy chromosomal ampC _aaIINL
-4 A 9 P dy [ =Y 1 3 3 o a o v 2{' '
inaedeudreduilhlfmmatin egwlsimumsahaeulsd AmpC B-lactamases TuuuafiGomaniilyl
Idodudansduuazmsmugunn ampR Saiinuludu chromosomal ampC uansinhagiitdsduiivhly

P | X % ¢ a X . ' . .
suanFemmimsaveulslifinnIu 1nmsAneIves Sui nazams (2003) wunmIunsn (insertion)
?xaamﬂaia'lmsvmw -10 wag -35 promoter sequences W E. coli finavnl¥idoataionls AmpC
[B-lactamases i wﬂwma'lmauauawamsﬁﬂmmEJsnﬂau ESCs uagnnmsanyoes Relsblg uaz
Aoz (2004) wmwu bla Fuih non-inducible plasmid-associated ampC i promoter T % Fahoy
Rannmsiadioudodu bla e vnlaslulenlfmanaiia uaziRemsa$ia hybrid promoter 3ulysl vl
fimiuanioonvesdu ampC 1findu Lﬂuwaslmmﬂmiﬂmmmﬂau ESCs 91nMsAnwINaves promoter
sequences mmamsuamaamlawumaaﬁmﬂmaumimuauﬂavlﬂwm non-inducible ampC genes 1w
msainienlsl AmpC B-lactamases nazhlgmsanwnalnmsafaewlniilugudug deluluewan
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HFE mutation and iron status in thalassemia
U o =5 s =1 QU A A
msnmawqum HFE ﬂuﬂnamumwman‘lumaa%mﬂ

HFE gene gndunuifio a.a. 1996 uuwmmnmnumsmmummmu dnlusrame Tnewudy HFE
mutation WuSenuFuiusiunsAalsa Hereditary hemochromatosis (HH) Taglame C282Y mutation
miﬂadm‘lm\;wmmnu homozygote vesfaduil aansaviWiAalse HH Iduenmniitaiiseamy H63D
mutation Tuéfthe HH vwne wezdiilienuwy IVS5 +1 G—A mutation Tuiedeuaaszmalng
Inewudinaz homozygote ¥o4 mutation Hienansavil¥iAalsn HH dwsululiamdadifleduiTomanos
anzmaniiuldie Tasmmeludihe B-thalassemia major Aidedld3umslidonnasnida aeviilvs
MIgaFuIMEn ATy mlimdnllazanmueioisshepiindu Aadunnmzmdnii uaﬂmﬂﬁ‘luﬁﬂw
B-thalassemla intermedia 4@z minor §INVISLAY iron loading ﬂzummLmnmaﬂusluwmmma"sw
mmsanmw miu HFE mutation S heziihuileFefvi ¥ iron loading uanehafy nasvhlviAanIL
mdnIAUANNTY B9 Ree uazaniz (1997) ) ldnsadsnmzimdniulufihelse B-thalassemia intermedia
UMWY heterozygous C282Y sdnlsimuanmsdnmves Cappellini uazamz (1998) wun
NMINY C282Y heterozygote sluﬁ'ﬂw B-thalassemia intermedia ‘f?u‘l:iﬁﬂﬁLﬁﬂmD iron overload uaing
Wy C282Y homozygote lugjily B-thalassemla intermedia uummsnuﬂﬂdmau iron overload mu useld
uAzINMsANMIYes Borgna-Pignatti uazaaiy (1998) wuihmsil HFE mutation lifinasaszduas
uswasnzmdniivlugihe PB-thalassemia major 716%uidonuazeniumdniihunlss IBuReIfums
Anvey Anguilar-Martinez uazaniz (2000) Sawutinisi heterozygote 909 HFE mutation W C282Y
“H“if) H63D 1uﬁﬂaa B thalassemia intermedia ¥i3® major uuvlum‘lvm iron loading meu wazuenIn
umwmmn"'ma" homozygous ¥04 C282Y mutation %“Lﬂuﬂ%ﬂmﬁumﬂﬂﬁmmS?JEN N‘ihEJB—thalassenua
U uennnmsAmludiholia B-thalassemia udisinmsdnmniesammwimdnuassedy ferritin
Tugiidhimme B-thalassemia dno Tao Malis M wazaoiz (2002) wudhluwng B-thalassemia sauivl
homozygous H63D i?uﬁsz@fu ferritin gannwineg B-thalassemia 17”34'53 HFE mutation uag mnmiﬁﬂm
Y04 Jazayeri uazatiy (2003) wuhluwivig B thalassemia il HFE mutation uuy heterozygote uu
N3zéu ferritin Vl‘lmmnmqinﬂwmu B thalassemia # 13i3] HFE mutation dwfulutssmelnesii V1prakas1t
uazamz (2004) 1ddnm HFE mutation Tugilifu homozygous Hb E wul heterozygous H63D 1
hifinasiesedy ferritin uag iron loading Tugfinidh homozygous Hb E muumﬂmiﬁﬂmmm Wawnsa
aa1l8d a5l HEE mutation UL heterozygote fuliifinade iron loading usognla mesu homozygous
C282Y sy f3- thalassemla fhu sphlisanidsademawanniu iron overload tRxTu uazhls
IMnuAdTiaguusTude
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