	Adverse effects
	Clinical uses
	Antibacterial spectrum
	Pharmacokinetics
	Mechanism of action
	Drug

	- Peripheral neuritis &CNS toxicity 
( we give Vit B6
- Allergic reaction 
- Hepatitis
- Gastric upset (N.V.D) 
- Haemolytic anaemia especially in pt with G6PD.



- Enzyme inhibitor ( drug- drug interaction.
-Potent enzyme inhibitor.

	- Mycobacterial infections with pyridoxine to avoid neuropathy

- Latent tuberculosis in pts with +ve tuberculin test
- Prophylaxis Vs active TB
N.B( (we can use (INH) as a single therapy only in prophylactic the recurrence of active TB)


	Effective Vs
intra & extra cellular organisms
	- Absorbed orally  & parentally 
-Metabolized in liver by 
acetylation 

-Excreted mainly in urine.
-Diffuse in to all body fluids &tissues
-T1/2 : 1-3 hrs


	-Bacteriostatic @low conc. Vs resting bacteria 
- Bactericidal @high conc. Vs actively growing bacteria.
- inhibit mycolic acid synthesis
-suppress bacterial respiration 

	I

Isoniazid (INH)


	- Harmless orange colouration to urine, sweat ,tears .contact lens

-flu like syndrome  
-Cholestatic jaundice, hepatitis 
-Rashes                               -Thrombocytopenia
-Nephritis             
-GIT upset (N.V.D)

-Potent enzyme inducer

	-Active TB 

-Prophylaxis in contact of children with haemophillus influenza type by disease.
-Serious staphylococcal infections as(osteomylitis &endocarditis)
-Meningitis 


	Broad spectrum AB
Effective Vs-
intra & extra cellular organisms
	-Absorbed orally 
- Metabolized in the liver 
- Execrated mainly through liver in to bile  or urine.
- Highly PB
-Highly distributed even  
CSF  in meningeal inflammation 


	Bactericidal ( inhibit RNA synthesis

	II

Rifampicin
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	Adverse effect
	Clinical uses
	Antibacterial spectrum
	Pharmacokinetics
	Mechanism of action
	Drug

	- Optic neuritis
*(retrobulbar neuritis) ( loss of visual acuity & red green colour blindness
-relatively contraindicated in children
-GIT upset.
- Hyperuracemia( precipitates acute attack of gout.

	Only in mycobacterial infection like TB in combination with other drugs
	-Effective Vs
extra &intra cellular mycobacterial bacilli


	-well absorbed from gut
-metabolized by the liver.
-20% excreted in faeces & 50% in urine unchanged
- cross BBB only in meningitis
-it accumulates in renal failure.

	Bacteriostatic (
inhibit mycobacterial cell wall synthesis

	III
Ethambutol



	- Hyper uraemia.
- Nausea & vomiting
- Hepatoxic
- Drug fever &
skin rashes


	- Mycobacterial infections e.g. (TB) mainly in multiple drug resistance
-It's important in short course (6 months) regimens with INH &rifampicin.


	-Effective Vs intracellular organisms mainly
	-well absorbed orally
-metabolized in the liver
-excreted mainly through kidney.
	Bactericidal.
Unknown mechanism of action

Note:
It is a Pro-drug

	IV
Pyrazinamide


	(
	-life threating TB.

-Resistance cases.

-short course multiple ®x.
	-Vs extracelluar organisms ONLY

	(
	(
	V
Streptomycin

	Adverse effects
	Clinical uses
	Antibacterial spectrum
	Pharmacokinetics
	Mechanism of action
	Drug

	- Intense gastric irritation
-neurological symptoms
-hepatotoxixcity
N.B.clofazimine used as alternative therapy
	-resistance to the drug of 1st line
-failure of clinical response.

-increase of risky effects.


	(
	- only in oral form
- Metabolized by the liver.

-excreted by kidney.

- Poorly tolerated.
	-As INH blocks synthesis of mycolic acid


	I

Ethionamide


	-nepherotoxixc & ototoxic

- Local pain & sterile abscess.

-cross reaction with amikacin

-Does not cross react with streptomycin.
	
	(
	An important injectable agent for treatment of drug resistant tuberculosis

	(
	II

Capreomycin

	-peripheral neuropathy including: depression & psychotic reaction
(Vit B6 to reduce its nuerotoxicity.
- Contraindicated :

In epileptic pts.
	
	Broad spectrum AB
	excreted in kidney mainly.


	Bactericidal ( (-)

cell wall synthesis


	III

Cycloserine



	Adverse effects
	Clinical uses
	Pharmacokinetics
	Mechanism of action
	Drug

	(
	-alternative to streptomycin(
no cross reaction between them
-In multiple drug resistance TB.

	(
	(
	IV
Amikacin


	(
	- Effective Vs

typical & atypical TB
-Vs resistance strains
	(

	(
	V

Ciproflaxcin&Levofloxacin



	(
	-Effective Vs
typical & atypical TB
	-Potent inducer of cytochrome P 450

-cross reacts with rifampicin.
	RNA polymerase inhibtors
	VI
Rifabutin


	- Crystalluria, anorexia
-Nausea, diarrhea

-Epigastric pain,

peptic ulcer
-Hypersensisvity reaction& haemorrhage
	(
	- Well absorbed from GIT (taken with full stomach.
- excreted in urine as active &  metabolic products

-Widely distributed tissue except: CSF.
	(
	VII

Aminosalicylic acid (PAS)
Similar in structure to sulphonamide & PAPA.




	Adverse effects
	Clinical uses
	Pharmacokinetics
	Mechanism of action
	Drug

	- Haemolytic anaemia in G6PD pts.
-Methoglobinemia
-GIT intolerance
-Fever, pruritis, rashes.
-Erythma nodosum (lep.  leprosy

	-Tubercolid leprosy with rifampicin

-Lepromatous leprosy
with rifampicin & clofazimine.
- prevent & treat

P. carnii pneumonia

in AIDs


	- Aabsorbed orally.
- Metabolized in liver by acetylation.

-widely distributed
-Well tolerated.
-T1/2= 1-2 day(retained in: (Skin, muscle, liver & kidney)
- Excreted in :

a-bile & reabsorbed in the intestine

b- urine as acetylated compounds


	Inhibit folate synthesis

As INH

	I
Dapsone
 

	-Skin discoloration ranging from

red (brown (black

-GIT upset

-Red colour urine

- Eusenic entities.


	-Multiple drug resistance TB
-Lepromatous leprosy

-Sulfone resistant leprosy.

-Prevention & treatment erythma nodsum

	- Anti-inflammatory effect
- variable absorption from gut

- Excreted mainly in fasces
-Stored mainly in (reticuloendothelial
tissue & skin.
-LongT1/2  ( 2 months )
-Delayed onset of action (6 wks)
	Unknown  

	II

Clofazimine
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