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Instructions

1 Question

*1 Minute to answer

*The first 5 students who finish first are the winners



' /?EAD‘("?.l




3 Dl o ¥ e Al o gall glae) (3 5k (i
aall () A 923 Lelua 53

ada griae ds J el b
Gl J gl

Sloalll it Raa Cp punle 5 i
IV llid glSos

DA & s SC Ol sl

IM (33 5303

O D WN R



Drug-Receptor Interactions Jiiuall - gall CHIe LS

Gl jall ae AU JS8 Jelili o) g (Ladladl) duge yall Ll 500 45 gaY) alana Bia3 s
A pall Aaan gl g9 3l g A gl g9 i) il gl A Aala 1)) gl a3l Cangl

dulall) Gge pall e il JiEiedl el gall Lol ) AgGEN 2l Vel aa
¢l sll Lyl (adverse

Specific Molecular ) diixs 44 ja Ui jSe ae Jelili Gl ja oo 3ke A Drugs 4asY)
O 108 (pana 4 gaa AlaasS g A gl g9 508 O S ) geda ) Aae (ISD 3 (Components
538 Macromolecules 358 Sl ja (e 3 le A Drug Receptors 4 sal) ol
Ol padll) Aggall Laily) Ggaa L el bl giiy Adle 4pUnl 40Y) e e
o)) Lgadany Al (A saad) AilaasSl g daa o 59 il



Amino acids

A

Alpha helix =——

N
S

Pleated sheet

¥

Pleated sheet

Alpha helix

Primary Protein structure
sequence of a chain of
animo acids

Secondary Protein structure
hydrogen bonding of the peptide
backbone causes the amino
acids to fold into a repeating
pattern

Tertiary protein structure
three-dimensional folding
pattern of a protein due to side
chain interactions

Quaternary protein structure
protein consisting of more
than one amino acid chain
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