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Eniépacn TOU pH Kal GAAWYV I0VTWYV

— . Acidophiles Alkaliphiles

trypsin .

Moderatly halophiles Extreme halophiles

Salinity
[%]

0 7,5 15 _ - 33

KdBe Eviupo €X€l CUYKEKPIMEVO EUPOG TIMWV pH O6TTOU gival evepyod
MaTi HEIWVETAI N KATAAUTIKR IKAOVOTNTA TWV VUMWYV OTav aAAdadlel To pH;
NMwg eTTNPEAdel N CUYKEVTPWOT AVOPYAVWYV IOVTWY TNV KATOAUTIKI EVEPYOTNTA TWV EVEUNWV;
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KdaBe éviupo £Xel CUYKEKPINEV Beppokpacia BEATIOTNG KATAAUTIKRG atrédoong
MNarti augaveral n TaxuTnTa TNG AVTIOPAONG OTAV AUEAVEI N BEPUOKPATIa;
MNaTti peiwveTal ardéTopa n TaxuTNTA OTaV AUENBEi TTEPa atrd £éva 6pi1o n BepuoKpacia;
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[TpWTEOAUTIKI evepyoTtToinon evCUUWYV
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AVTIOTPETITOI CUVAYWVIOTIKOI (Competitive) avaoTOAEIC

Enzyme-substrate complex
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Substrate binding decreased; , , , ,
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AVTIOTPETITOI YN CUVAYWVIOTIKOI AVOOTOAEIC
KaBapn yun ouvaywvioTIK avaoToAn (pure non-competitive inhibition)

Enzyme-substrate complex
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Substrate binding decreased:; Substrate binding enhanced;
K., increased Km decreased Vmax MEIWVETAI.
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AVTIOTPETITOI AOUVAYWVIOTOl OVOOTOAEIC
AcuvaywvioTol avaoToAgi¢ (un-competitive inhibition)

Enzyme-substrate complex
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Vmax decreases
* (Rate of product formation decreases)
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AANooTepika Eviupa

AtroTeAOUVTAI ATTO TTEPICOOTEPES ATTO Mia TTOAUTTETTTIONKE aAucida (utTrTopovada) kail KaBe utropovada
EXEI pIa BEon TTPOCOEONG VIO TO UTTOCTPWHA, KABWGS Kal pIa EEXwPIoT BEon dEoeUOoNG Yia
OAAOCTEPIKOUG PUOMIOTEG (EVEPYOTTOINTEG 1] AVOOTOAEIG).

- \\ith activator

H q)\)\r])\gn'iﬁpqo-n £V6g G)\)\OO'TapIKO(J = Without activator

eVCUMOU pE pUBMIOTEG METABAAAEI TRV
O1apépPWOoN TWV UTTONOVADdWY TOU Kl
KOTA CUVETTEIA TNV KIVITIKI TOU
OUMTTEPIPOPA

Reaction rate V

Ta aAAooTepIka Eviuua ouvhBwg
KOTaAUOUV KOMBIKES aVTIOPAOEIG TOU
METABOAICHOU OI OTTOIEG TTPETTEI VA
puBpilovral e pEYAAn akpifeia

Opifoupe wg [S], s TNV OUYKEVTPWOTN
UTTOOTPWHMATOG OTNV OTroia v= Vmax/2

Substrate concentration



Mn avTIOTPETTTOI AVOOTOAEIG, AVOOTOAEIC QUTOKTOVIOG

NMpoodévovtal cuviBWG OTO EVEPYO KEVTPO TOU EVCUMOU HE OMOIOTTOAIKO OECHO KAl TO ATTEVEPYOTTOIOUV HOVIHA

H mrevikiAivn avaoTEAAEL PN AVTICTPETTTA TNV TPAVOTTETITIOAOT TWV YAUKOTTETTTIOIWYV TTOU €ival ATTapaiTNTN YIA
TN ouvleon Tou TTETTTIOOYAUKAVIOU TOU BOAKTNPIOKOU KUTTOPIKOU TOIXWHOATOG
H avtidpaon Tou ev{Upou gival n ak6Aoubn
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TeAIKO Kataloumo YAUKIvNG TeAikn povada p-Ala-p-Ala Awacuvdeon Gly-p-Ala D-Ala

NG Yépupag

NG MeEVTAYAUKIvNG

M1TAe: YEQUPEG TTEVTAYAUKIVNG
Mwp: TetpatremTidia L Kal D apivogEwyv
Kitpivo: Zdakyxapa




Mn avTICTPETTTOI AVOOTOAEIG, AVOOTOAEIC OUTOKTOVIOG
H mrevikiAivn avaoTEAAEL N AVTICTPETTTA TNV TPAVOTTETTTIOACT TWV YAUKOTTETITIOIWV oxXnuaTti{ovrag Eéva
oTa0EPO OMOIOTTOAIKO OECHUO HE TNV TTAEUPIK aAuCida pIag Zepivng TToU Traidel Kaipio pOAO TNV KATAAUOT)
TNG avTtidpaong. 'Exel Trapopoia SO HE TO UTTOCTPWHA TOU EVUOU.
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O1 B-AakTapdaoeg eubuvovTal yia TNV ENPAVION
AVOEKTIKOTNTOG OTNV TTEVIKIAIVN

B-lactame antibiotics

R ‘71_ B-lactamases R ﬁz‘

: o

hydrolysis
P S .
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
MavemoTtAiuio Alfyng
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