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KdBe EvCupo £XE1 CUYKEKPIMEVO £UPOG TIMWYV pH O61TOU €ival evepyo
MaTi HEIWVETAI N KATAAUTIKE IKAVOTNTA TWV €V UMWYV OTaV aAAAlel TO pH;
NMwg eTTNPEAEI N CUYKEVTPWOT AVOPYAVWYV IOVTWYV TNV KATAAUTIKA EVEPYOTNTA TWV EVCUMWYV;
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KaBe éviupo £Xel OUYKEKPIMEV Beppokpacia BEATIOTNG KATAAUTIKRG atrédoong
NaTti augavetal n TaxuTNTA TNG AVTIOPAONG OTAV AULAVEI N BEppoKpaTia;
MNarti peiwveral amrdétopa n TaxuTnTa OTAV AUENOEi TTEPA ATrd £va 6pI0 N BEpUOKPATia;
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[TpWTEOAUTIKN evepyoTToinon evCUUWYV
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Mn avTIoTPETTTH evepyoTroinon MeTAAAOTTPWTEIVAOWYV META TNV £EKKPIOH OTOV ESWKUTTAPIO XWPO



[TPWTEOAUTIKN aTToIKOOOUNON EVCUNWV/TTPWTEIVWYV
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AVTIOTPETITOI CUVAYWVIOTIKOI (competitive) avaoToAEig

Enzyme-substrate complex
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AVTIOTPETITOI N CUVAYWVIOTIKOI OVOOTOAEIC
KaBapn un ouvaywvioTiK avaaToAn (pure non-competitive inhibition)

Enzyme-substrate complex
= Substrate =t Product
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NpoodévovTal oTo eAeUBeEPO £EVIUO KOl OTO
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AVTIOTPETITOI AOUVAYWVIOTOI QVAOTOAEIC
AcouvaywvioTol avaoToAgi¢ (un-competitive inhibition)

Enzyme-substrate complex
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AANooTepika Eviupa

ATtroteAoUvTal AT TTEPICOOTEPES ATTO Mia TTOAUTTETTTIOIKA aAucida (UTTopovAada) Kail KABe utropovada
EXEl 1o O€on TTPOOdECNG YIA TO UTTOCTPWHA, KOABWGS Kal piIa EEXwPIoTH BEéon déopeuong yia
OAAAOOTEPIKOUG PUBUIOTEG (EVEPYOTTOINTEG 1] AVAOCTOAEIG).

- \\ith activator

H q)\)\n)\gniﬁpqon EV()g a)\)\OO'TipIKOL'j = \Without activator

ev(UMOU pE pUBUIOTEG METABAAAEI TRV
O1auOPPWON TWV UTTOHOVADWY TOU Kal
KOTA CUVETTEIO TNV KIVNTIKA TOU
CUMUTTEPIPOPA

Reaction rate V

Ta aAAooTepIka Eviupa ouviOwg
KATOAUOUV KOMBIKEG aVvTIOPACEIS TOU
METABOAIOHOU Ol OTTOIEC TTPETTEI VO
puBuidovTal pe HEYAAN akpifeia

Opifoupe wg [S], 5 TNV OUYKEVTPWON
UTTOOTPWHATOG OTNV otroia v= Vmax/2

Substrate concentration



Mn avTIOTPETTTOI AVOOTOAEIG, AVOOTOAEIC QUTOKTOVIOG

NMpoodévovTal cuvROWG oTO EVEPYO KEVTPO TOU EVEUMOU ME OHOIOTTOAIKO OECHO KOl TO ATTEVEPYOTTOIOUV MOVIHA

H mrevikiAivn) avaoTEAAEL PN AVTICTPETTTA TNV TPAVOTTETTTIOACN TWV YAUKOTTETITIOIWY TTOU E€ival aTTapaiTNTN YIA
TN oUVvBEoN TOU TTETTTIOOYAUKAVIOU TOU BOKTNPIOKOU KUTTOPIKOU TOIXWHATOG
H avTtidpaon Tou ev{upou gival n akéAouon
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Mn avTICTPETTTOI AVOOTOAEIG, AVOOTOAEIC AUTOKTOVIOG
H trevikiAivn) avaoTEAAEL PN AVTICTPETTTA TV TPAVOTTETTTIOACT TWV YAUKOTTETTTIOIWYV oXnuaTi(ovTag Eva
oTa0EPO OMOIOTTOAIKO OECHUO HE TNV TTAEUPIK aAuCida pIag Zepivng TTOU TTaidel Kaipio pOAO OTNV KATAAUOT)
TNG avTtidopaong. ‘Exel rapopoia doun HE TO UTTOOTPWHA TOU EVIUMOU.

H H -
&Wﬂjzj' CH o——t/
\ s

S
H
MevikiAivn oO—C N

H o,
OH Mo \% COO™
/ Ser /
Tpavonentibaon ZUuummAoKo meviKiAivng-ev{Upou
vyAvkomnentidiov (evCupikd avevepyo)
(A) (B)
AvTidpaoTIKOC
OeCUOC

K 0/%3

O kitpivol decpoi
tovi(ouv

.
mapopola

MevikiAivn otepeodiataln Mentidio R-D-Ala-D-Ala

- 2



O1 B-AaKTOpACES EUBUVOVTAI VIO TNV ENPAVION
AVOEKTIKOTNTOG OTNV TTEVIKIAIVN

B-lactame antibiotics

R ‘_ﬁ_ B-lactamases _ R "é?_

hydrolysis
o 5’ OH
B-lactame ring no antibiotic activity anymore

One possible solution: addition of 8-lactamase inhibitors

Frere JM, Sauvage E, Kerff F.

From "An Enzyme Able to Destroy Penicillin" to Carbapenemases: 70 Years of
Beta-lactamase Misbehaviour.

Curr Drug Targets. 2016;17(9):974-82.

Jean-Marie Frere
Kabnyntig EviupoAoyiag
MavemioTApio Al€yng
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