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1. Patient name: UIANHAUN  ANUTUTIA
 }

NH: 32895488 AN: 1308375 Age 67 1 Sex Wil

o ol ‘ an:
2. Reporter : M. ANBNIUNT  AUIRTITY

3. Date of report 25/1/35 3 Date of rection 23/1/35

4. Suspected Drug(s) (Name/Oc oute) Gentamicin 80 mg IV gq. Bhrs

| :\,‘ 17,
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increase, Gentamicin lLevel i icabed, boxi it.y

6. Onset of reactio

immediate; within _ weeks.

Required transf v, : ‘f;  un yes), J (no)

Document reactiogn i

\\\\\\ nistration)

Notify prescriberfof fthe 11»

Dosage adjusted;any Drug discontinued,

!ﬂﬂ Gentamicin lﬁa o o S

= Y

i
9. Probahility of » c 'able Passible
‘J e
___Unlikely :

10. Mechanisﬁ%%&k%% BW{] ‘j
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PRTiRTY 16 [1ald|Tansry | asunu
(Yes)|(No) | (Do not} (Scare)
Know)

1. 91m5 lunslseasanuLAg 0 0 +1
wnaunioly

2. 9079 LM alssaen -1 0 +2
nnamdoly

3. uamhalasuginn 0 0 +1
(specific antagon
2INNTNINANIMNERTON
(dechallenge)

i tﬁa§ﬂ1a15¥u;},{ii¥ 3 0 0
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6. L19 ﬂaﬂ1n7uaﬁnaan (placebo) JuLha 1 0 0
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7. (nedutulngnsiataseauen lu Roanda lu +1 0 0 +1
@udu q ITeRuesanand L duseduii
Sunnet Jufiwnoinromeandaly
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Kramer's algorithm

- Trstructons—ATter you Rave Iamiliarized yoursell with the case, begin at question 1. Answer it and |
,-" each of the following questions to which you are directed by the “go to™ instructions. Please read each r13
question carefully. If you do not.understand a question, please refer to the explication provided in the .’,.,

first article of this series. When you have completed the questionnaire, please check your completed
answers to be sure that you have followed the “go to” directions correctly. (Failure to follow these
directions is a common.and important. source of error.) The completed scores for each of the six axes

should be placed in the appropriate 31 red box below. The sum of the scores is placed in the box oF
‘marked Total, and the likelihop&x\t preted according to the scoring transformation -
.instructions. SN 'l / i “d

> ; o

My IE j-un—-'v

VI Total

AR LW

1. Is the CM* widely known and @n
ADR to the suspected drug? -

N . ' question 14
8. Are there any new alternative candidates (illnesses
developing after the suspected drug was begun or recent

orq:'*- | . i 'C:tegory
2 +T+6 . ‘Definite
: e+, Prﬂe
N A ‘Possible
3'10 1A ,}Iuﬂkely

s . M g W N
1. Previous General Experience With the “ Ji . “‘g ONo " Score 0 in Axis II box and go to
)

OYes Go to question 2 /-~~~
ONo or DKt Go to question 3 *—
2 Is the CM known to occur at the dosage recsived in & .
o case? T ST L S
. O Yes ~ Scorg +1 in Axis I box and go to
ONo or DK

~hE question 5 ‘

_ 3. Consult a recent edition of the Physiciens"Desk
Reference or American ital Formulary Servicet. Is

the CM listed as an ADR to the gpected drug in the _

dosage received? o
O Yes ﬂ

ONo 1 Go to question 4
4. Has enough clinical experience accumulated with the

R T AT

question 5
Score 0 in Axis I box andgo to
question 5 s
II. Alternative Etiologic Candidates
5. Is the CM a change (exacerbation, recurrence,
complication, or new manifestation) in a preexisting
clinical condition, ie, a condition present before the
administration of the suspected drug?

ONo or DK

O Yes Go to question 6
ONo or DK Go to question 9
6. Is the preexisting condition commonly followed by this
type of change?
O Yes Score —1 in Axis'II box and go to
question 14 :
OoDK Go to question 7
ONo Go to question 8

7. Are there any new alternative candidates (illnesses
developing after the suspected drug was begun or recent
diagnostic or therapeutic interventions apart from the
suspected drug or other drugs) that could explain this
chanoe?

RUIVERINY

=1

diagnostic or therapeutic interventions apart from the
suspected drug or other drugs) that could explain this
‘change?
Yes Go to question 11
o Score +1.in Axis II box and go to
p ; question 14 :
. Is the CM consistent in quality and severity with any
ﬁv alternative etiologic candidates other than a
existing condition, ie, illnesses developing after the
suspected drug was begun or recent diagnost! or
therapeutic interventions apart from the suspected drug

r'other-drugs?
" OYe
OoDK .

Go to question 10 .
Score 0 in Axis II box and go to
question 14

; i Go to question 12
w e @n nt in timing with any of these
alternative candidates?

_OYes
ODK

Go to question 11
Score 0 in Axis II box and go to
question 14 ‘
ONo Go to question 12
11. Is the CM commonly seen with any of these alternative
candidates?

OYes Score —1 in Axis II box and go to
question 14

ONo Score 0 in Axis II.box and go to
question 14

12. Doas the CM commonly occur in this type of patient in
the absence of recognizable etiologic candidates?
"(Examples of such phenomena include headache,
fatigue, and anxiety.)
OYes or DK Go to question 13
ONo Score +2 in Axis II box and go ¥
question 14
13. Was a score of +1 obtained on Axis.I?

QO Yes Score +1 in Axis II box and go 10
.question 14 .
. ONo Score 0 in Axis Il box and go 0



v

[II Timing of Events
14. Is the timing of the appearance of the CM relative to
administration of the suspected drug difficult or
lmpossxble Lo assess because the CM represents an
equivacal change in the preexisting clinical condition?

O Yes Score 0 in Axis III box and go to
question 18
ONo Go to question 15

15. Is the drug-CM association so unusual as to prevent

161

(c) A CM whose resolution would not usually be
altered by removal of the causative agent, eg,
stroke, myocardial infarction (since, in these
examples, the resolutiorr of the organ damage
would be expected to be independent of drug

withdrawal).
O Yes . Go to question 25
ONo or DK Go to question 26

25. Is the total score on Axes I through IV 2 +37

knowing what timing to expect for an ADR of this type? O Yes Score +1 in Axis V box and go to
O Yes . Score 0 in. Axis III box and go to question 47
question 18 ONo Score 0 in Axis V box and ga to
ONo Go to question 16 question 47
16. Was the timing inconsistent with an ADR to 26. Is the CM characteristically transient and episodic, eg,
0O Yes Score —2 in Axis III bdlw seizures, syncope, classic angina pectoris?
question 18 / “Characteristically transient and episodic” means that
E] No or DK . Goto ques the phenomenon, by its very nature, almost always

. '.17. Given_the type of CM, was the-timing not only
consistent with, but as expected.for an ADR to.this

dmg" : ‘f"—'—)

0O Yes
ONo or DK

. Drug Levels and Evidence of
18. Is the CM a pharmacologi
manifestation?*
O Yes
ONo or DK

resolves quickly and spontaneously. CMs that eventaal
~ . show themselves as self-limited or that gradually
‘subside on their own (eg, dyspnea, gastrointestinal
bleeding, ataxia) would thus nét qualify as
characteristically transient and episodic and should
“receive a “No” response.
OYes Go to question 27
- ONoor DK Go to question 30
27. Was a pattern of episodes established while the patien
“was taking the drug?
W O Yes Go to question 30
ONo Go to question 28
28. Was the drug discontinued after the CM appeared?
' O Yes Go to question 29
DNo Score 0 in Axis V box and go to
3 question 47

',1“

g:;:s Go to giis = ) . 29. Did the CM recur after discontinuation?
“an < f e e i J - i
20. Is there unequivocal evidence that th‘é‘ment of W‘d OYes Sc:::sn];;n‘:.xls V'box “d 8o ta
received was an overdose for this pati 5{,02, a blood'j <" S ¢ ;
glucose level of 30 mg/dL in a patient réteinng;(nsdfﬂ*\"‘ ONoor DK Score 0 in Axis V box and go to

or discovery of an emgtﬁplll bottle of a newly filled
prescription for the s

OYes - ¢+1mAxlsIVboxandgoto ]
question 24 i
O No Score/0 in Axis IV box and go to
question 24
21. Taking its timing into consxdb ion, does this level
definitely sup t
patient? H Qaﬁ q E ! Qf]
O Yes 1 er& En
4 question 24
D DK Score 0 in Axis IV bo§ and go to

i‘llrtc r -~
% I -&oﬂﬁ 1xom ‘ o
22. Is the hve strongly against t.he d:agnosxs of overdos
for this patient?
O Yes

ONo

Go to question 23
Score 0 in Axis IV box and go to
-1 question 24
23. Is this CM likely to represent an idiosyncratic
overreaction of this patient to the drug?

O Yes Score 0 in Axis IV box and go to
question 24 7
ONo Score —1 in Axis IV box and go to
question 24
V. Dechallenge

24. Is dechallenge difficult or impossible to assess because
of any of the following?
(a) Death caused by, or seecondarily consequent to,
“the CM.
{b) An irreversible CM, eg, optic atrophy, lplutu:
anemia, loss of a limb.

I'I “!i ’(( f

™ question 47.
_&,é)e CMa pharmacologic, ie, dose-related, type of
= ifestation?
- Yes or DK Go to question 31
i DNo Go to question 35
31, Was the dosage substantially reduced without or befo
being discontinued?
(u] Yes

Go to question 32
4 Go to question 35
dosage reduced while the CM was present (or
ile a pattern of episodes was occurring)?
EIYes Go to question 33

— Go to question 35
1‘;1 %ﬁntially diminish or disappear after
gc ediiction but before complete discontinuation’

OYes Go to question 41
ONo Go to question 34
34. Was the drug subsequently discontinued?
O Yes Goto question 36
ONo Score 0 in Axis V box and go to
question 47
35. Was the drug discontinued while the CM was present
(or while a pattern of episodes was occurring)?

O Yes Go to question 36

ODK Score 0 in Axis V box and go to
question 47

QO No Go to question 38

36. Did the CM diminish or disappear at any time after
discontinuation of the drug use?
OYes Go to question 41
ONo Go to question 37
37. Was the period of observation-long enough to be sure
that the CM would not subsequently d:mxmsh or



£

dfsa;:;pezr in 2 time compatible with an effect of drug

withdrawal? .
‘OYes Score —1 in Axis V box and go to
-question 47
ONo -Score 0 in Axis V box and go to

question 47
38. Did the CM substantially diminish or disappear. while
- the patient was.taking the-drug?
O Yes Go to question 39
ONo . Score 0 in Axis V box and go to
2 ‘ .question 47 k
39. Was an agent or maneuver administered that was
specifically directed against the CM and that usuall
produces the degree and rate of improvement obser
in this case? (A nonspecific therapeutic measure ul
not qualify for a “Yes” response to this question. Thus,
the administration of intravenous fluids,
a “No” response if the CM were coma caused by 2
overdose but a “Yes” response w&e

‘?'“z

. dehydration.)
O Yes* Score 0in Axi and go
& ques I
. No Go to ques /
ed b

would result in’ ,{:’

1 v 162
B O Yes Score O.in Axs V boi?n&"}}?,,'
-question 47 SRS
ONo - Score +1 in Axis V box-and go b

An g;:‘

question 47

V1. Rechallenge
47. Was the drug discontinued and then readministered

D Yes Go to question 50 %

ONo or DK Go to question 48

. agdls

48. Is the CM a pharmacologic, ie, dose-related, type of ;5
manifestation? o
0 Yes “Go to question 49 v
-ONo or DK :

Score 0 in.Axis VI box and go Wt
- question 57 : 2
.49. Was the dosage substantially increased after mgu
reduction in dosage? RS
- OYes
ONo or DK -

Go to question 50 j

Score 0 in Axis VI box and go to
_—_ question 57 :

= 50:"Was the CM either progressing or at such a level of
.. severity that any recurrence or exacerbation would be o
- difficult to appreciate? T
" OYesor DK Score 0 in Axis VI box and go to .
question 57

3
4

RS

40. Is the improvement in the C ‘the » @No Go to question 51 e
development of tolerance to s /tolerance & 51. Did the CM recur or clearly exacerbate after
well-described phenomenon w1 b ‘rechallenge? -

OYes Score andgoto” S Yes Go to question 52 i

/ question =i Li-J8 % - ODK Score 0 in Axis VI box and go to -

ONo Score -1 x andl go't question 57 :

- e , .. questi ' Proe 'f., i ‘ONo Go to question 53 S
" 41. Was the CM (or the establish of épissdes) ' 1 52 Have any new clinical conditions or recent diagnostic or !

' " ‘constant or progressing at the dechallénge? ) " therapeutic interventions occurred (including drugs
© OYes " Go to questio F_oe s begun since the appearance of the original CM) that

ONo Score 0 in V box'add go to. ‘3}}_: é * " could explain this recurrence or exacerbation? :

&4 i question 47 _— 55' OYes Score 0 in Axis VI box and goto - .

42. Were the degree and rate of diminution or [ P question 57 -
disappearance of the CM 2 expected for an effect of -~/ T ONo Score +1 in Axis VI box and go to

. drug withdrawal? %3 : - question 57 o

O Yes .

unequivocal evidence that the dosage or

Go i - -
ONo Scoﬁ:in Axis V box and go to
0 question 47
43. Was an agent or maneuveraministered that was
specifically directed against the CM and that usually
produces the degree and rate of i

mprovement observed,
in this case? (A mpig pg Lq asu ngl{d
not qualify for a "I ; to l_,'q:& n. Thus,)
the administration of iftravenous fuids would result in’
a “No” response if the CM were coma caused by a drug

overdose but a “Yes” response if the CM weré

dehyd }Q%@ NAIAISA1918
OYes, |\ |Go'toadestion4d | L4 (.
ONo & Go to questiond5 =

. Would this agent or maneuver be expected to improve
this type of CM regardless of whether or not it was
caused by the suspected drug? (The administration of 2
narcotic antagonist to a patient with a CM of coma
caused by morphine overdose would result in a “No”
response, because the narcotic antagonist will only
improve coma if it is caused by.a narcotic.)

O Yes Score 0 in Axis V box am;l go to
question 47
ONo Go to question 45

45. Was there a good alternative etiologic candidate that
resulted in a score of =1 on Axis II?

O Yes Go to question 46

ONo Score +1 in Axis V box and go to

. questjon 47 ’

Was there an unequivocal improvement in or
disappearance of this alternative etiologic candidate
that could explain the improvement in the CM?

46.

of drug administration on rechallenge was less

than the dosage and duration suspected of causing the
original CM? 1
0 Yes Go to question 54 ;
ONo Go to question 55 :
s aar it the original CM a pharmacologic, ie, dose-related,
YUl e&f’xﬁqifestaﬁon?
v OYes -Go to question 56
ONo or DK Go to question 33

=.55. Did the patien receive another agent or maneuver that .

1) moyld be gn‘%éd,g;o:prevent recurrence or exacerbation
HeRd e ¢ ~
Yes «Score 0 in Axis VI box and go to -
question 57 .
ONo Score —1 in Axis VI box and go to
. question 57 "
56. Was rechallenge subsequently attempted with a higher
dosage?
O Yes Go back to question S0
‘TONo Score 0 in Axis VI box and go to

: question 57 .
'57. Stop reading the questionnaire, add up the scores 12 'the
ace the sum 1D

six axis boxes on the cover sheet,.and pl
the box marked “Total.”

®Abbreviation CM indicates clinical manifestation, the abnormal sigt

symptom, or laboratory test, or cluster of abnormal signs, symptoms. and
tests, that is being considered as a possible adverse drﬂ rmu'%“ (ADR)
-4Abbreviation DK indicates Do not know; this answer should be piver
when no data are available for the question being answered, or whea
quality of the data does not allow a firm “Yes” or “No”™ response

$tWhen these are not available an roay be

equivalent reference source



ADR Probability Scale %24 Naranjo

163

2.

caused the react+tn?

drug was discaon
antaganist was ad
Did the adverse re
the drug was readmib
Are there alternative @¢

the drug) thate o thedr—pwn—have——HJd~%

Did the reaction reappear when a placebo

“"“ﬂﬂ&l’J‘i’lﬂﬂiWﬂ ﬂ

Was the drdg detected in the blood (or

o ARSI NIV

to beftoxic?
Was the reaction more severe when the dose| +1
was increased. or less severe when the

dose was decreased?

Yes No |Do not|Scare
know
0 4]
=1 0
0 0
=1 0
+2 0
0 0
l
0 0
Al
0 0




)

ADR Probability Scale %8¢ Naranjo (§8)

164

Yes No |Do naot|Score
know.
9. Did the patient have.a +1 0 0
any previous exposus 22
0 0

- 10.Was the adverse é“c‘

objective evidence

Total Scor:ruﬁf"'

AULINYNTNEINS

ARIAINTAUNNIING 1A Y
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Jones's mlgorithm

Does event have a reasonable |--no--Causal relationship considered
|temporal association with use remate

of the drug?

was there dechallenge f ; ' ) ;a1 pelationship considered

the drug?

Yes
Did the ohserved event a-ﬂZﬁi;- f‘ al relationship considered
‘lupon dechallenge? =5 ‘7 »w  ible

)

W
¥

AWBS ther-‘e eﬁjﬁlﬁﬁ?w E W%’WEH nﬁ be due to an

existing clinical condition?

qm?\mcﬁwﬁwﬂé’ :

Causal relatianship

Did the reaction or event : considered probable

reappear upon rechallenge?

--no--Causal réletionship

considered possible

Yes

Causal relationship considered highly probable
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M TLIRTEH9A NN 71T B niu Aminoglycosides
Aminoglycosides
Date
1. Otic Effects
Eighth crania ' nanlfested by vestibular
symptoms such as dizzines: ””{ ‘ o and ataxia, and/or by

auditory symptom such as™tinnitu: degrees of hearing

" Increases- (NPN), and serum

l.'
creatinine concent.rat.lon, dereases 1n urine specific gravity and

creatinine ﬁ S,fﬂ' Iﬁ in the urinesmost
patients wltmannoglvcozje nephrgoxlcizajr deﬁop non ohqurlc
azot.e?r

Wt‘anconqme symne (prox ’]qvl] t&]’l @ ?Jdvsfunct.lon)

characterlzed by aminoaciduria and metabolic acidosis also has

accurred in patients receiving aminoglycosides)
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Patient monitoring

For all aminoglycosides

. Monitoring se e - brough level)
. In the elderly ients with 1 renal function
(Serum Creatinine : ;., 2'ug? every 2 day during Gentamicin therapy

) adult. and adolesce ren serum creatinine increase from

‘ f‘;{ Uit 1]

h J
l\u‘ |

.
ﬂUEVJ‘VlEWI‘EWEJ’]ﬂ‘i
ammﬂmum'mmaa
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pruritus, angioedema, and e; :
| #serum sickness reacé’ AS--Dav e
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Cephalosporins

Date

; 74 Hypersensitivity reactions (5%)

(urticaria, pruritus, rash, chills reactions resembling serum

sickness, eosinophilia, join ma, erythema, genital and anal
itis

bgen &ost frequently with

cefaclor 7 71

o Hematologic effecks

Prolonged prothrosbif ‘
Prolonged activated pa " * ime (APTT) and/or

hypo prothrombinemia ""- di g) (most frequently with

drugs that contain a te a@m,ﬁ 1y yside chain) (eg, cefamandole,
cefoperazone, loxalact.al)__ﬁp;:{_'u; v occured in geriatric,

7 e sl =
debilitated, seve failure, radical GI s

3 Renal effects D
transie ﬂz‘fﬁ i ﬂﬂﬁg‘jﬁ ﬁncentrations,
reversible inter ial eﬂr is (cefa ren xicity is most

drugs

o S AN AL T A e
prior rena "ﬁa 4, lo | ) i ;la nephrotoxic
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4. Hebatic effects
Transient increase in serum SGOT, SGPT and alkaline phosphatase
concentration .

Increased serum concentrations of bilirubin and/or LDH

Date

5. GI effects

ac/Z&orally administered)
onm, ~dyspepsia,
O "; -

with V cephalosporins)

‘(most frequent a
nausea, vomiting anw
glossitis, heartbuzg-‘gi""f )
(Adverse GI effecﬁs

antibiotic - associa

6. Local effects
IM Pain, tendernes ebitisy v ‘;»phlebitis

7. Other Adverse eff

Hypertonia'

S i 2 ;o & i C
Dizziness, ' F — --1--",-—--{3 Insomnia,Confusion,

Patient monitering

g o o/
q NN INETaE
For Cefanandole, cefaperazone, noxal;ctan
. Bleeding time and

. Prothrombin time

: monitor bleeding time, Prothrombin time once a week
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Chloramphenicol

3 B Hypersensitivity reactions
Fever, macular and vesicular rash, Angioedenma, urticaria,hemorrhage

of the skin and mucosal and serosal surfaces of the intestine, bladder,

mouth

2. Helat.ologlc e

. —
1-ll"—-r—' f ,.T-:F"z!f%

Aplastic anemis / openia (¢

cyt.es, leukocytes, platelets

may be depressed N,

LR, t,

3. Nervous system @ifects
Fogs. 300

optic neuritis \g , oramphenicol)
'&uﬁ-i:,'} 8\
Peripheral netiri 'gm:

headache, ment fi,ion, delirium

40 GI and :--"i:' —

nausea, vomitin nt taste, glossitis,stomatitis,
pruritus ani, Jjau

NB: Henatol@ ’ . : mﬂdflﬂio and approximately every
Bﬁ?j ﬁﬁﬁﬁxj‘:ﬂﬁ;ﬁﬁﬁ sl-duld be discontinued if
reti yﬁ ombo na or other hematolog

abnormalities attributes to chloramphenicol occur
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Patient monitoring

o Complete blood counts (CBCs) every 7 day during Chloramphenicol therapy

pr:% 

il muastunashann : Re ‘L;Q;; openias VQWL-enia, thrombocytopenia, anemia

AU INENINYINS
PMIANTUAMINYAE
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Macrolides

Date

1. GI Effects
Abdominal pain, cramping (frequently)

;at1t1s,

Nausea, Vomiting, Dla

Heartburn, Anorexi

l2.  Hepatic effey Q
#Erythromyci ' :E;:“fs\\ ty (most likely to appear

in patients who r

3. Local effects

Venous irritatio

4, Other ADRs

urticaria, sk

Patient noniﬁfrlng

ﬁwﬂﬂiws1ﬂi

Mﬂﬂﬁ&ﬂﬁ RIS Y

| dmunatunaRann = Hepatotoxicity




Metronidazole

Date
1 GI Effect
(most common’

Nausea, sometimes acconbaniec_ ydache, anorexia and occasionally,
vomiting, diarrhea, epig" ric di abdominal cramping,constipation
unpleasant metallic t nssitis, stomatitis (lay.be
associated with a
2. Renal Effect

Dysuria, Poly
3 CNS Effects

Most serius :

Less serius izzi «I. Incoordination, Ataxia, Confusion

. 2 Hypersensitiégly

Urticaria, erythematous rash,qflushing, nasal congestion, Dryness

o e woui| bt | ‘VlEJWﬁ‘WEﬂﬂ‘ﬁ

(3]
.

%Wﬁ‘ﬁaﬂsﬂ‘ﬁm UA1INYINY

ronbophlebltls

6. Helatologic

Reversible neutropenia (Leukopenia)
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Monobactam Antibiotics

1 Hypersensitivity reactions

(Less than 3% of patients)

¢ rash, pruritus, urticaria

2. Hematologic effe

Eosinephilia
Transient 1 locytosis,

agranulocytosis,

: V4 ) -* »
3. Renal effects 4 §# Jﬁf",J é %
Tran51ent. incredse nﬁ’@g {: u; creatinine concentrations

(<2%) 011gur1a/anur1a, 0 ,ll‘ u a, the presence of

3 ¢
4 ol
P sl

erythrocytes,'Leukocytes,:

urobilinogen, or casts in urine

b}_‘ <

4. Hepatic effects _
Transient inEﬂease 1n serul 'entratiaﬂs of SGOT, SGPT, alkaline

phosphatase (2.6%8 2=

A8 I NUNTNYIAT

S+ 41 effe;%L (most frequent)

RSN IUALNIINYIRY

Nausea and vomiting appear to be related to th rate of IV infusion,

especially when 1-g. doses of the drug are being administered
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6. Local effects Date
Phlebitis and/or thrombophlebitis (2-5%)
Phlebitis occurred in up to 60%

7.  Other ADRs

Seizures and myoclonus (o

AULINININENT

ARIANTAUUNIINGINY




Penicillins
E—————— 3

176

Date

1. Hypersensitrity Reactions
Skin rashes and allergic symptoms, reactions resenbling serum
sickness, including chills, fever, edema, arthralgia, larvngeal edema

2. GI Effects X ’y
fusually associated with or .1s, Stomatitis, black

"hairy" tongue, (methilli pa, vomiting;

3. Liver Effects

Transient symptomati ions of SGOT,SGPT,

v ' N
allkaline phosphatase, LDH \{ davs after

initiation:

4. Hematology Effects

Lo §
. '- . .
Anemia, hemolytic anemia, " enia, thrombocytopenic

purpura, Edsinophilia,_Leu and transient

neutropenia

5. Renal Effects
Acute Interstitial Nepbritis (17#:éoccasionally with methicillim»

TH TR weekﬁf%ﬂ’} 'ﬂoﬂﬂ@w EJ f] ﬂ ‘j

vaohalenlaﬂlﬂvpprnatrpn1a. gypnrkalemla (10-100 mu Pen G/daily:

T AR TN NI VTE T Y

Thromboahlebihis, Pain and sterile Abcess




Quinolone
F—————————————— 3

i77

Date

1. GI effects

. * ik e
Nausea, Diarrhea, vomiting, Abd

ini in/Disconfort (2-10%)

Anorexia, dyspepsia, flatulemce. and bleeding . ;

?kbratdon,%l oral mucosa, oral
_.' TTT———

dysphagia, bad taste, intestinals
candidiasis , ,’-—""'" ""'-..-

2. Nervous system.effects

, ﬂf‘%
\\, manic

"\
Headache and restlessne
i
regy, drow51ness,

'» 410S0mMN13 h
; ‘ ;,# <] l
reaction, irritability, tremof, @taxia, seizures

Dizziness, lighthead:,ve

L“ddj o

3eﬂf;':” b4

vertigo, confusion

3. Dernatologic and Sensitivity {Eﬁi&;ohs’
Mild, transient rash (1- 4x),ﬂ§ph@gbp§£J¢
cutaneous candidiasis, Aiiﬁooda:e, edema of

uritus, urticaria

) 1ips;

conaunctlvac, hands

E
4. Genitourinary effects

i::::::::;:'mﬁf:mﬂ‘i"ﬁ“&:}‘:ﬂﬂ‘ﬁsm

polyuria, urinary retention, albumnarfauurethraﬂbleedm%_]vaé\h1s

snd acidosis '51 WIANTI U ANV

5. Arthropathy
Arthralgia, Joint or back pain, joint ipflammghion, Jjoint

stiffness, neck or chest pain

6. Hepdtic effects

Increase serum concentrations of SGOT,SGPT (2%)

7. Hematologic effects : Decrease leukocyte or neutrophiol counts
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Sulfonamides

Date

1. GI effects
Nausea, vomiting, anorexia fimost frequent: glossitis, stomatitis,.

abdominal pain, diarrhea, pseudomembranous enterocolitis, pancreatitis

2. Sensitirity reactions (2.5%
Epidermal necrblysis, exto] Stevens Johnson

svndrome, serum sickness, a sensitivity.

Mild to moderate rash pear Lo be at

particular risk of developing ra¢

3. Hematologic effects (les "'r
{may increase frequéncy, dej  "~ *\fﬁ't including

geriatric, malnourish, impaired re '7; ion, in patients receiving

s than 6 months:

thrombocytopenia with pugpu e ia, Neutropenia

in high dosages and/or for pug

4. Local effects
Pain, local irritak

5. Renal effects

Crystalluria, hematuriag &roteinuria, ig.\'ic nephresis with oliguria

w s, e GRL AP HATHEING
i e RN DIN TUNNING A Y

1. Urinalyvsis and microscopic urine examination once a week
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Tetracycline

Date

1.

anorexia, flatulence, abdomi
distress, Stomatitis, Gl¢ ‘

tongue, candidiasis ¢ 3}

GI effects

(most frequent) nausea, vomiting, diarrhea, bulky loose stools,

' Sore throat, Black hairy

opfort, epigastric burning and

2.

Dermatologica

Photosenszt ithin a few minutes to

several hours aftersdis

3.

tHlnocvcllne 30-90%1]

‘Nervous system e

11ghtheadedness,v 0, ataxia, drowsiness, fatique

40

Local effecth i 2
Thronbophlebiﬂs, Pain m

ﬂﬂﬁl’”lﬂ'ﬂ‘ﬁ‘ﬂﬂ’]ﬂ‘i
wammm UAIINAY



Vanconvein
————— 3

180

Dat.o

1. Otic and renal effects
Vancon¥ein mav cause damage Lo Lhe auditory branch of th ei

cranial nerve vwertigo, dizziness and tinniLus have been reported

of hvaline and grannlar cashts # ' urine

ghth

' Vancomvein-indueced nephrotozis he manilested by Lransient
elevation in Bun and serum creahinine wat.ion and the presence

2. Local elfects

[ ¥

Eause necrosis when oiafe: ; and thr \:phlnbl Lis occur altar

2. llypotensive reaction

"Red man’s svndrom®
be severe in hlood pressnph
hv blushing and/or a macule "anr rn’

noelk, echest. and npper n\ttnml ] 1"

infusion:

v rolated Lo the rate

~

aod pressure vhich rcan
A mav he accompanied

wms rash on the face.

ol

ﬂ‘NEl’JVlEWI‘iWEI’]ﬂ‘i
’QW’WﬁNﬂ?ﬂJ UAINAY
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M131981%3MITUNUINEY Aminoglycoside 199 Sarubbi WAy Hull

¢ Select Loadmg Dose in mg/kg (IDEAL WEIGHT) to provide peak serum conccntratlons in

. Expected Peak

An_:inoglycosiéé Serum Concentrations
Tob}amycjn 4 to 10 meg/ml
Gentamicin ;
Amikacin 15 to 30 mcg/ml
~ |Kanamycin } :
ot Ngtilnﬁcin,_ : 4 t0-12 mcg/mi*
] 2§elect Maintén;nc Dosg (as per e ] ho . ‘ dose) to continue peak serum
concentrations indicated abdve actording i »d dosir mterval and the patxcnt s corrected

creatinine clearance

"Dos Requlred

' elecled
C(c)er_ .
(ml/min) 12 hours 24 hours
1 s F
. 80 =38 : st ol -
Lo 70 i} 39" : ———n % -
B Lsi : =
- ﬂuﬂ‘%ﬂﬂﬂ‘?wmﬂ’ﬁ o
30 - 86
- 8l
l7 9 X 61
10“‘ 20.4 3 24 34 ' 56
3. 25; 9 ‘ 19 g 28 i 47
5 3.5 , 16 D 41
L 46.8 . 1 16 30
g . ..9 _ 69.3 - 8 . b o
tﬁ- Vﬂn-!w-aﬂnidlmnk-lmthhn-hﬂw"ﬂhclm ' : 2y
i es Amernatively, mmfd&mm“uyhgm-umm_,r imately equal 10 the estimated half-life.

' ®o= Dosing for patients with C{c)or <|o-vumuumu,mrdu—m



Ceftizoxime

»)
(Epocillin

Dosage in Aduits with Reduced Renal Function

Creatinine Less Severe Life-threatening
Renal Function Clearance (mi/min) Infections Infections
Mild impairment 79-50 500 mgq8 h 0.75-1.5gq8h
Moderate to severe 495 250-500mgq12h |05-1gqi12h
impairment
Dialysis patients 4-0 500 mgq48 hor 05-1gq48hor
. 250 mgq24 h 05gq24h
- - - .
Cefoxitin (Cefoxin )
Renal Function Cer (ml/min/1.73 m?) Dose (g) Frequency (hrs)
Mild impairment A v 8-12
Moderate impairment 12-24
Severe impairment 12-24
Essentially no function 2448

Imipenam-Cilastatin (Tienam )

IV Dosage in Adults with Impaired Renal Function -
Creatinine
Cleafapce Less Severe Infections or Life-threatening
(ml/min/ : ; Presence of Highly Infections
1.73 m3) Renal Function Susceptible Organisms (maximum dosage)
30-70 Mild impairment 500mgq8h 500mgq6h
20-30 Moderate
Impairment 500mgq12h 500mgq8h
5-20 Severe to Marked
Impairment 12
0-5 None, but on o S00mgq 12
hemodialysis

189



Moxalactam (Moxam')

190

Creatinine Life-Threatening l
Renal Function Clearance Infections Less Severe
Impairment | (mi/min/1.73 m?) | (Maximum Dosage) Infections
Normal >80 4 g every 8 hours 0.5 - 2 g every 8 - 12 hours|
Mild 50 - 80 3exe;y8hours 0.5 - 1 g every 8 hours
Moderate 25-50 - 2 0 0.25 - 1 g every 12 hours
Severe 0.25 - 0.5 g every 8 hours
None S - 0.5 g every 12 hours
Cefazolin

e loderate to
.~ Severe Dosage
Infection Interval
_ Renal Function ! (mg) (hrs)
Mild impairment 500 to 1250 12
Moderate impairment 250 to 600 12
Severe impairmerit : 400 24
Essentially no function. | 24
W
—_

;J*

s
Cemaﬁi ummmw tIN?
—
gatinineg paran [ ONS ss Seve
n.;ﬂu Function (ml/min/1.73 m?) | (Maximum Dosage) Infections
Normal Impairment >80 2gqé4h : 1-2gq6h
Mild Impairment 50-80 15gq4hor 0.75-15gq6h
2gq6h
Moderate Impairment 25-50 1.5gq6hor 0.75-1.5gq8h .
2gq8h
Severe Impairment 10-25 1gq6hor 0.5-1ggq8h
1.25gq8h
Marked Impairment 2-10 0.67gq8hor 0.5-0.75gq12h
1gq12h
None <2 05gq8hor 0.25-05gq12h
0.75gq12h




»
Vancomycin (Vancocin )

VANCOMYCIN .
Dosage W

For prevenuon of bacterial endocarditis in penicillin-allergic patients undergoing G/ or Gd
sur, and instrumentation": :

dults and Children (> 27 kg) - 1 g IV slowly over 1 hour and 1.5 mg/kg gentamicijq
M or IV concurrently 1 hour prior to the procedure. For patients considered to be at
higher risk, may repeat in 8 10 12 hours.

Children (< 27 kg) - 20 mg/kg IV slowly over 1 hour and 2 mg/kg gentamicin IM of
IV concurrently 1 hour prior to l ’ ocedure. For patients considered 1o be at higher

risk, may repeat in 8 10 12 h ‘x{ A :
Dosadie guidelines ‘x il i\ \dj j' s8¢ check serum levels rfegularly. In the
elderly, dosage reduct € 2ty'due to decreasing-renal function.
For most patient . dosage. sictlated by using the following table.

t
The table is. of

give a loading ¢

R on dialysis. For such patients,
maintenance dose Q ‘

serum levels profﬁ;,)uy and a

AULINENTNYINT
ARIANTAUUNIINGINY

1yl
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ANTIBIOTIC PHARMACOKINETICS AND DOSAGE ADJUSTMENT IN HEPATIC DISEASE |

—
Elim- Elim--
ination ination Protein Extrac- Kinetic Changes (%) Maintenance Dosing
HepaticRenal Bindingtion tic Diseases Recommendations (gm/hi
Antibiotic (%) (%) (%). Ratio id, Cl Ds* Class Normal Hepatic
Ampicillin 10 90 02 C Enzyme limited 1/4-6 1/6-8
Inde et binding -
5 it insensitive
Cefoperazone 75 25 Enzyme limited 212 224
: : binding sensitive : -
Ciprofloxacin 43 57 NR . 0.75/12 + " 0.7512
Chloramphenical  >90 <10 Flow-enzyme  0.9/6 0.9/12-24
Clindamycin 90 10 Enzyme limited 0.6-0.9/6-8  0.6-0.9/8-12
gt binding
sensitive :
Ervthromycin >80 <10 Flow-enzyme 05-1/6 0.5-1112
limited
Mezlocillin 43 57 NR 3.0/46 - . 3.012-24
Isoniazid 85 15 C . Flow-enzyme 0.3/24 0.3/24-48%
: 2 limited
Metronidazole 50 50 NR 0.5-1/8 0.5/24
Nafcillin 70 30 " Flow-enzyme 0.5-1/6 0.5-1/8-12
limited e
Ofloxacin 10-27 73-90 - C NR i 0.4/12 0.4/24
Pefloxacin 70 30 20-30 _ u,-»;:, 12194501815, 167 C NR 0412  t 0436
Rifampin 90 10 w 85 011 tH e S C ’nzyme limited  0.3-0.6/24 < 0.3-0.6/48
25 T —~ = -~ *binding
p: R ; | . nsitive
Sulfa-- 70 _ 30 ST € Enzyme limited  0.4-1.8/12 0.4-1.812
methoxazole 3 binding
: "J | sensitive
Vancomycin 50 — 1 s ! € NR 1712 NR
“Kinetic parameters compxl rom patients with diverse hepatic mase states (DS): C = cirrhosis; V = viral hepatitis, ‘acute;
B = biliary obstruction
*Dosing adjustment may n , agetyl type is major determinant of clearance
-4 NR = not reported iy ; .

qmmmmﬁwﬁwmé’ﬂ
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