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Anthelminticsorantihelminthicsareagroupofantiparasiticdrugsthatexpelparasiticworms
(helminths)andotherinternalparasitesfrom thebodybyeitherstunningorkillingthem and
withoutcausingsignificantdamagetothehost.Theymayalsobecalledvermifuges(those
thatstun)orvermicides(thosethatkill).Anthelminticsareusedtotreatpeoplewhoare
infectedbyhelminths,aconditioncalledhelminthiasis.Thesedrugsarealsousedtotreat
infectedanimals.

MOAofmebandazol:Blocksglucoseuptake;inhibitstheformationofhelminthmicrotubules
insusceptibleadultintestine-dwellinghelminths
Sideeffect:Angioedema
Fever
Dizziness
Headache
Hematuria
Leukopenia
Seizures
MOA ofpraziquantel:Increasescellmembranepermeabilitytocalcium inschistosomes
causingtheworm todislodgefollowingtheparalysisofworm musculature
Sideeffectofpraziquantel:
Appetiteloss

Dizziness
:Drowsiness
Headache
Q2)
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Therearetwomaintypesofdiabetes:type1andtype2.Bothtypesofdiabetesarechronic
diseasesthataffectthewayyourbodyregulatesbloodsugar,orglucose.Glucoseisthefuel
thatfeedsyourbody’scells,buttoenteryourcellsitneedsakey.Insulinisthatkey.

Peoplewithtype1diabetesdon’tproduceinsulin.Youcanthinkofitasnothavingakey.

Peoplewithtype2diabetesdon’trespondtoinsulinaswellastheyshouldandlaterinthe
diseaseoftendon’tmakeenoughinsulin.Youcanthinkofthisashavingabrokenkey.

Bothtypesofdiabetescanleadtochronicallyhighbloodsugarlevels.
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Therearetwomaintypesofdiabetes:type1andtype2.Bothtypesofdiabetesarechronic
diseasesthataffectthewayyourbodyregulatesbloodsugar,orglucose.Glucoseisthefuel
thatfeedsyourbody’scells,buttoenteryourcellsitneedsakey.Insulinisthatkey.

Peoplewithtype1diabetesdon’tproduceinsulin.Youcanthinkofitasnothavingakey.

Peoplewithtype2diabetesdon’trespondtoinsulinaswellastheyshouldandlaterinthe
diseaseoftendon’tmakeenoughinsulin.Youcanthinkofthisashavingabrokenkey.

Bothtypesofdiabetescanleadtochronicallyhighbloodsugarlevels.Thatincreasestherisk
ofdiabetescomplications.

Whatarethesymptomsofdiabetes?
Bothtypesofdiabetes,ifnotcontrolled,sharemanysimilarsymptoms,including:

frequenturination
feelingverythirstyanddrinkingalot
feelingveryhungry
feelingveryfatigued
blurryvision
cutsorsoresthatdon’thealproperly
People with type 1 diabetes may also experience irritability and mood changes,and
unintentionallyloseweight.Peoplewithtype2diabetesmayalsohavenumbnessandtingling
intheirhandsorfeet.

Althoughmanyofthesymptomsoftype1andtype2diabetesaresimilar,theypresentinvery
differentways.Manypeoplewithtype2diabeteswon’thavesymptomsformanyyears.Then
oftenthesymptomsoftype2diabetesdevelopslowlyoverthecourseoftime.Somepeople
with type2 diabeteshaveno symptomsatalland don’tdiscovertheircondition until
complicationsdevelop.

Thesymptomsoftype1diabetesdevelopfast,typicallyoverthecourseofseveralweeks.
Type1diabetes,whichwasonceknownasjuvenilediabetes,usuallydevelopsinchildhoodor
adolescence.Butit’spossibletogettype1diabeteslaterinlife.
partB
Therearemanydifferenttypesofinsulindeliverydevicesavailableincludingsyringes,pens,
jetinjectors,oralinsulinandpumpswhicharedetailedbelow.

Furthermore,insulinthatcanbeinhaledandothernewapproachedtoinsulintreatmentareat
differentstagesofavailabilityanddevelopmentthroughouttheworld.

INSULINSYRINGES
Directsubcutaneousinsulininjectionremainsthemostcommonform ofdelivery,usinga
needleandThecapacityofthesyringeshouldbechosendependingonthedosageof
insulin.Otherfactorsareneedlegaugeandneedlelength,bothofwhichshouldbeadjusted
forcomfort.

Althoughexternalinsulinpumpsremainhardtoaccessandexpensive,manypeoplewith
diabetesfindthem tobeaccurate,preciseandflexibleasinsulindeliverysystemsproviding
tightbloodglucosecontrol.

Likemostinsulindeliveryaids,itisimportanttomonitorbloodglucoseregularlywhilstona
pump.
Atthisstage,implantableinsulinpumpsarestillindevelopment.Researchteamsacrossthe
globeareworkingtodevelopimplantableinsulinpumpstomeasurebloodglucoselevelsand



providethepreciseinsulindoseneeded.

Thosepumpsbeingdevelopedaresmall,extremelydiscreet,andweighverylittle.Thistypeof
pumpisimplantedsurgically,andcandeliveracontinuousbasaldoseofinsulinandabolus
dosewhenrequired.

INSULINPENS
Insulinpensareaveryusefulwaytotransportinsulininadiscreetway,allowingyouto
administerinsulinonthemoveorwheneversuitsyou.

Insulinpensareeitherdisposableone-shotdevicesortheyhavereplaceablecartridges
(Q3)

localanaestheticiswhereasmallareaofthebodyisnumbed and youremainfully
conscious–oftenusedduringminorprocedures.generalanaestheticiswhereyou'retotally
unconsciousandunawareoftheprocedure–oftenusedformoreseriousoperations

partB
Therearefourstagesofgeneralanesthesia,namely:analgesia-stage1,delirium -stage2,

surgicalanesthesia-stage3andrespiratoryarrest-stage4.Asthepatientisincreasingly
affectedbytheanesthetichisanesthesiaissaidtobecome'deeper'.
mechanism ofaction
AllLAsaremembrane-stabilizingdrugs;theyreversiblydecreasetherateofdepolarization
andrepolarizationofexcitablemembranes(likenociceptors).Thoughmanyotherdrugsalso
havemembrane-stabilizingproperties,notallareusedasLAs(propranolol,forexample,
thoughithasLAproperties).LAdrugsactmainlybyinhibitingsodium influxthroughsodium-
specificionchannelsintheneuronalcellmembrane,inparticulartheso-calledvoltage-gated
sodium channels.Whentheinfluxofsodium isinterrupted,anactionpotentialcannotarise
and signalconduction is inhibited.The receptorsite is thoughtto be located atthe
cytoplasmic(inner)portionofthesodium channel.Localanestheticdrugsbindmorereadily
tosodium channelsinanactivatedstate,thusonsetofneuronalblockadeisfasterinrapidly
firingneurons.Thisisreferredtoasstate-dependentblockade.
(Q4)
mechanism ofactionofalkylting

AlkylatingagentsinvolvereactionswithguanineinDNA.Thesedrugsaddmethylorother
alkylgroupsontomoleculeswheretheydonotbelong.Thisinturninhibitstheircorrect
utilizationbybasepairingandcausesamiscodingofDNA.Inthefirstmechanism an
alkylatingagentattachesalkylgroupstoDNAbases.

adversedrugsreactions
Alkylatingagentscancausehemorrhagiccystitis,resultingindysuria,frequency,urgency,

nocturia,suprapubicpain,andmicroscopicorgrosshematuria.Oneofthemostseriousside
effectsofcancertreatmentiscardiotoxicity,whichcanoccurearlyorlateintreatment.

mechanism ofantimetaboites
AntimetabolitesinterferewithDNAandRNAsynthesisbyactingasfalsemetabolites,which
areincorporatedintotheDNAstrandorblockessentialenzymes,sothatDNAsynthesisis
prevented.MostagentsarecellcyclephasespecificforSphase.
adversedrugsreactionsofantimeaboites
Ingeneral,sideeffectsfoundinmanyantimetabolitesinclude:nausea,vomiting,orlossof
appetite;tiredness,weakness,orsoremuscles;aheadacheanddizziness;inflammationof
themouthandlips;elevatedliverenzymes,indicatinginflamedorinjuredlivercells;hairloss;
arashordryandcrackedskin;...
mechanism ofactionofplantsalkaloids:Inplants,alkaloidsgenerallyactasadefense
againstpredators,duetotheirtoxicity,bitterflavor,andactiononthecentralnervoussystem,
resultinginimprovedspeciessurvivalrates.
adversedrugsreactionsofplantsalkaloids
[23/09,5:38p.m.]whatsapp:ThefrequentlyreportedADRsamongvincaalkaloidswere
febrileneutropenia9(23.7%),candidiasis8(21.1%),vomiting6(15.8%),followedbyanemia3
(7.9%),andobstipation3(7.9%)[Figure3].ThemostcommondrugcausingtheseADRswas
vincristine38(39.2%).
mechanism ofactionofmonoclonalantibodies
Monoclonalantibodiesarelaboratory-producedmoleculesengineeredtoserveassubstitute
antibodiesthatcanrestore,enhanceormimictheimmunesystem'sattackoncancercells.



Theyaredesignedtobindtoantigensthataregenerallymorenumerousonthesurfaceof
cancercellsthanhealthycells.
:adversedrugsreactionsofmonoclonalantibodies
Symptoms,whichtypicallyappear6–21dafterdrugadministration,includelymphadenopathy
andfever.Cutaneoussymptoms,oftenurticarialandmorbilliform eruptionsandsometimes
erythemaandpetechiae,occurinupto95%ofpatients.

(Q5)
(roleofvitaminkinbloodclothing)
:VitaminKhelpstoregulatetheprocessofbloodcoagulationbyassistingintheconversion
certaincoagulationfactorsintotheirmatureforms.WithoutvitaminK,ourbodieswouldbe
unabletocontrolclotformation.

VitaminKisinvolvedinthesynthesisofmanyfactorsofthecoagulationcascade.VitaminK
isantagonized(inhibited)bytheanticoagulantdrugwarfarin.Calcium andphospholipidsare
neededtoactivatetenase,whichconvertsprothrombintothrombin
VitaminKisanutrientthatthebodyneedstostayhealthy.It'simportantforbloodclotting
andhealthybonesandalsohasotherfunctionsinthebody.Ifyouaretakingabloodthinner
suchaswarfarin(Coumadin®),it'sveryimportanttogetaboutthesameamountofvitaminK
eachday.
(bloodclottingdisorder)
BloodClotTypes
DeepVeinThrombosis(DVT)...
PulmonaryEmbolism (PE)...
ArterialThrombosis....
AntiphospholipidAntibodySyndrome(APLS)...
FactorVLeiden....
ProthrombinGeneMutation....
ProteinCDeficiency,ProteinSDeficiency,ATIIIDeficiency.

PartB
Themostcommonlyusedclot-bustingdrugs--alsoknownasthrombolyticagents--include:
Eminase(anistreplase)
Retavase(reteplase)
Streptase(streptokinase,kabikinase)
t-PA(classofdrugsthatincludesActivase)
TNKase(tenecteplase)
Abbokinase,Kinlytic(rokinase)

Examplewithdetail
Thisfamilyofthrombolyticdrugsisusedinacutemyocardialinfarction,cerebrovascular
thrombotic stroke and pulmonary embolism.Foracute myocardialinfarctions,tissue
plasminogenactivatorsaregenerallypreferredoverstreptokinase.

Alteplase(Activase®;rtPA)isarecombinantform ofhumantPA.Ithasashorthalf-life(~5
min)andthereforeisusuallyadministeredasanintravenousbolusfollowedbyaninfusion.
Retaplase(Retavase®)isageneticallyengineered,smallerderivativeofrecombinanttPAthat
hasincreasedpotencyandisfasteractingthanrtPA.ItisusuallyadministeredasIVbolus
injections.Itisusedforacutemyocardialinfarctionandpulmonaryembolism.
Tenecteplase(TNK-tPA)hasalongerhalf-lifeandgreaterbindingaffinityforfibrinthanrtPA.
Becauseofitslongerhalf-life,itcanbeadministeredbyIVbolus.Itisonlyapprovedforusein
acutemyocardialinfarction.
Streptokinase
Streptokinaseandanistreplaseareusedinacutemyocardialinfarction,arterialandvenous
thrombosis,andpulmonaryembolism.Thesecompoundsareantigenicbecausetheyare
derivedfrom streptococcibacteria.

Naturalstreptokinase(SK)isisolatedandpurifiedfrom streptococcibacteria.Itslackoffibrin
specificitymakesitalessdesirablethrombolyticdrugthantPA compoundsbecauseit
producesmorefibrinogenolysis.
Anistreplase(Eminase®)isacomplexofSKandplasminogen.Ithasmorefibrinspecificity
andhasalongeractivitythannaturalSK;however,itcausesconsiderablefibrinogenolysis.
Urokinase



Urokinase(Abbokinase®;UK)issometimesreferredtoasurinary-typeplasminogenactivator
(uPA)becauseitisformedbykidneysandisfoundinurine.Ithaslimitedclinicalusebecause,
likeSK,itproducesconsiderablefibrinogenolysis;however,itisusedforpulmonaryembolism.
OnebenefitoverSKisthatUKisnon-antigenic;however,thisisoffsetbyamuchgreatercost.


