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AN ALGORITHMS FOR THE OPERATIONAL ASSESSMENT
OF ADVERSE DRUG REACTIONS

.~ Algorithm for the operational assessment of adverse drug reactions ﬁﬁ'\umtﬁﬂﬂﬁd?{ﬂﬂﬁ
Algorithm 1£n0URI 6 axis AD
Axis I : Previous gerneral experience with the drug
qﬂﬂszgaﬁum%ﬁw‘iaqhmﬁQ’ﬂ?u"lﬁ%'mfumuﬁﬂﬂnuuazsﬂuﬁuau?nxaﬁq’iuﬂu
Fumaveantsauio 1
Axis 2 : Alternative etiologic candidates
i;sz:ﬁaﬁvm'ﬁ'f)i’fﬁmﬁaw1mm¢1wamnﬁﬂﬁuluﬁﬂwia orufavne R Bl
lensusienldvse’ly ru 1AA9IN Underlying clinical conditions, diagnostic or therapeutic
interventions Hudu
Axis 3 : Timing of events
qmJi:ﬂeﬁumﬁaf‘:ﬁnmiﬁmmm'numm::ﬁmmzﬂ'nmﬂu'lﬂ"lﬁhszuznmé?«wi
A Wunndantsdaiuludihniueg usasnmimngandiulf1&nio i
Axis 4 : Drug levels and evidence of overdose
i;mhzmﬁ’umﬂnﬁ;ﬁa'ﬁwﬁﬁﬁuﬁ mmmﬂmmmﬁﬁﬂﬂoaﬁﬂ‘;uxfunﬁﬂmﬂnﬁlﬁi’u
SRR LITE TR bt
Axls § : Dechallenge Sofivanievseniiy 3 daudaf
SA : Difficult assessments wanedaluns ff!ﬁ _clincal manifestations that are difficult or
impossible to assess because they are either irreversible or transient and episodic yazdasuda

L o

i & o 1 Q. lﬂ; o 4 - v
ﬂm‘iﬁaﬁanqamuﬁ"zﬁu‘luﬁﬂauﬁuq'lnmuﬁ?em“lumuummfmqﬂU"lﬁﬂm'ui'.luﬁ'nmmLﬁ"J

ca -

SB : Absente of dechalienge Manudathinsdifituneornsunammentinvosdiiovl
ﬂmﬂﬁ'uuuﬂm‘lumaﬁﬁﬁuuﬁ'jﬁa"I.1i"lﬁ'ﬁqﬂmﬁﬁn'hri‘_luﬂ'imqe“ﬁﬂumﬁ{fﬁﬂwmmﬁmm
AnimuAsuH e AT U E N T IS D5 AR T UITIVESE N BEPININIAATIN

5C : Improvement afier dechallenge niedelunsdinemsuaaimendiinyefiied
'['71414ﬁ’qmnﬂ"lﬁ'wqamﬁﬁﬂ'iuﬂummquﬁ’ac?amﬂu.mﬁﬂmn coincidental improvement in a

good alternative etiologic candidate
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Axis 6 : Rechallenge
4 4 a
FotiHunts W ﬁﬂ’w"lﬁ'smmnﬂmw“flummqvﬁﬂﬂanmwumﬁaﬂmmﬂﬂuwenma

ELAT %m1ﬂmﬂHuwiwnﬁ'aawin'imé’wammmqauqmﬁu“lﬂ"lﬁi'maqme'lu U new

clinicdl conditions or recent interventions si‘lumu

Tasluuday Axis 9z ¥Ry +1, 0, -1 ( undU Axis 2, Axis 3 m.,:mwuuu +2,+1, 0,

-1,-2) Tﬂmmmaums“lwmuuﬂmmav Axis muﬂm“lmmuqum'lﬂu
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START AXIS |

hd

1. Is the CM widely known and un'ivcrsally accep;(cd Yes 2. Is the CM known to occur at Yes

the dosage received in this case?

as arr adverse reaction to the suspected drug?

]
Noor| DK No or| DK

¥

SCORE +1

3. Consult a recent edition of the “Physician”s Desk Reference

or American Hospital Formulary Setvice”, Is the CM Listed as an Yes

Adverse reactions to the suspected drug in the dosage received?

No

¥

4. Has enough clinical experience accumulated with the drug No or DK

so that most adverse reactions to it ace likely to have been

previously reported ?

SCORE 0

SCORE -1

Go (o start

axis I

Consult “MARTINDALE The Extra Pharmacopoeia twenty-nine edition” in this project.

DK = DO NOT KNOW , CM = CLINICAL MANIFESTATION
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START AXISTI

6. Is the preexisting condition

commonly followed by this

!

L Yes

5. Is the CM a change { exacerbation,recurrence,complication,

or new manifestation) in a preexisting clinical condition, ie

type of change?. A condition present before the administration of the suspected drug?
No Yes DK Nol or DK
. . ~
Score -‘1 9_ 15 the CM consistent in quality and severity with any new
and go to alternative etiologic candidates other than a preexisting condition?| No
start axis [11 _l
DK Yes 12, Does the CM
v Y commonly occur,
score 0 and go DK | 10.Was the CM consistent in this typeof
hd to start axis 3 in timing with any of thesd | patient in the
7. Are there any new alternative candidates? absence of
alternative candidates that recognizable
could explain this change? No No etiologic
S
Yes candidates?
Yes
11. Is the CM commonly Yes N
seen with any of these or
alternative candidates? DK
Score +2
8. Are there any new alternative Yes Yes No 13, Was a score +1
candidates that could explain - obtained on axis I?
this change? Score -1
No

| score +1 |

' Go to start axis [[1

No

Yes

—— score 0




START AXIS {11

l

K

14, Is the timing of the appearance of the CM relative to

administration of the suspected drug difficult or impassible | Yes | Score0
1o assess because the CM represents an equivocal change
ina pre::xisting clinical condition ?
No
15. Is the drug-CM association 5o unusual as to prevent knowing
what timing to expect for an adverse drug reaction of this type? Yes y| Score0
No
16. Was timing inconsistent with an adverse drug reaction L Yes | Score-2
to this drug 7
Nol| or DK
17. Given the type of CM, Was the timing not only consistent NoorDK.y Score 0
with, but as expected for an adverse drug reaction to this drug 7
Yes
h 4
Score +1
GO to start
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No or

START AXIS [V

L

DK

18. Is the CM a pharmacologic,ic,dose-related

type of manifestation?

Yes ‘

19. Is the result available for serum,urine, or
other body fiuid level of the drug or a

metabolite of the drug ?

No

Yes

3

No

21. Taking its timing into consideration,

does this level definitely support the | Yo5—— Score +1. Score 0

diagnosis of overdose for this patient ?

No

Yes

22. Is the leve! strongly against the diagnosis

of overdose for this patient ?

Yes

23. Is this CM likely to represent an idiosyncratic

overreaction of this patient to the drug ?

20. Is there unequivocal evidence
that amount of drug received

was an overdose for this patient?

'l Score 0 )

No

Score -1

Yes No
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24. 1s dechallenge difficult or
No or DK impossible to assess because of Yes |25, 1s the total
oo any of the following:(a).death SCOEe On axis _Ia_@
caused by,or secondarily 1-IV 2437
consequent to,the CM,(b}.an No
irreversible CM,ot{(c).a (fM , h.J
i whose resolution would not Score -
usually be altered by removal
26.1s the CM of the causative agent ?
characteristically
transient and Yes |27. Was a pattern of No }28. Wasthedrug | Yes | 29. Didthe CM
episodic ? episodes established discontinued recur after
while the paticnt was after the CM discontinuation?
No or DK taking the drug ? appeared?
No|or DK Yes

Yes ——NU—"I Score 0 | l Score -1 |'—
I

v

30, Is the CM a pharmacologic,ie,dose- Yes | 31.Was the dosage substantiaily reduced
"
related,type of manifestation ? or DK without or before being discontinued?
No e
3 Yes

DK | 35. Was the drug discontinued while| Noor | 32. Was the dosage reduced while CM was present
I the CM was present (or while a DK

{or while a pattern or episodes was occuring)?

Score 0 pattern of episodes was occuring)? |
Yes @ Yes
36. Did the CM diminish 33, Did the CM substantially

37. Was the peried of observation

or disappear at any time Yes| Yes| diminish or disappear afier

long enough to assess dechallenge | Noj after discontinuation of drug?

dosage reduction but before
adequately?

discontinuation?

Yes No Yes

No

Score -1 Score 0 No | 34. Was the drug sulgequently discontinued?

+ * » Go to start axis VI —
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l Start axis V-B

38. Did the CM substantially diminish or disappear ) No

while the patient was taking the drug ?

Yes

39, Was an agent or maneuver administered that

was specifically directed against the CM and Yes

that usually produces the degree and rate of

improvement observed in this case ?

-

40, Is the improvement in the CM most likely

caused by the development of tolerance to Yes scote 0

the drug, and is tolerance a well-described

phenomenon with the drug ?

No

Score -1 Go to start axis VI
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Start axis V-C

41. Was the CM ( or established pattern of episodes ) No

constant or progressing at the time of dechallengc?.

Yes

42. Were the degree and rate of diminution or disappearance No

of the CM as expected for an effect of drug withdrawal?

Yes

43. Was an agent or maneuver administered that was specifically

No directed against the CM and that usually produces the degree

and rate of improvement observed in this case?

Yes

44, Would this agent or maneuver be expected to

improve this type of CM regardless of whether f————¥e3— Score 0 —

or not it was caused by the suspected drug ?

No

45, Was there a good allernative candidate that —HQ__J-;;I— -

resuited in a score of -1 on axis I[ ?

Yes

46, Was there an unequivocal improvement in or

disappearance of this alternative etiologic | Yes o Scorel |—

candidate that could explain the improvement

inthe CM ?

No

Score +1 l o\ GotoaxisV
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47. Was the drug discontinued Noor DK | 48, Is (he CM a pharmacologic, ie, | NoorDK
and then readministered ? dose-related type of manifestation?
YesL-
Yes 49, Was dosage substantially increased Noor DK
after previous reduction in dosage ?
Yes l )

50, Was the CM either progressing or at such a

would be difficult to appreciate?

of severity that any recuurence or exacerbation

level
Yes or DK

No
51. Did the CM recur or clearly Yes |52. Have any new clinical conditions or recent
exacerbate after rechallenge ? diagnostic or therapeutic intervention occured| Yes
(including drug begun since the appearance of Score 0 ]
No DK the original CM ) that could explain this
recurrence or exacetbation 7
Score 0 No Score +
! L
53. 1s there unequivocal evidence that the 55. Did the patient receive another
dosage or duration of drug administration o agent or maneuver that would be No
on rechallenge was less than the dosage expecied {0 prevent recurrence or
and duration suspected of causing CM ? exacerbation of the CM ?
Yes
54, is the CM a pharmacologic,ie, dose- Yes Score -1 |—»
related,type of manifestation ? [ Noor PK
Yes‘
56, Was rechallenge subsequently M
attempted with a higher dosage ? No Score 0 —@

Yes
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Score
Axis1

Axis 2

Axis 3

Axis 4

Axis §

Axis 6

CM = indicates clinical manifestation

OUTLINE OF SCORING STRATEGY

+1

CM well accepted as
ADR to suspected drug
(a).No good alternative
can;:iidate(score +2); or
(b).Otherwise unexplained
exacerbation or recuirence
of underlying illness
(score +1)

Timing as expected for
ADR for this drug-CM
pair

Drug level or other data
provide unequivocal

evidence of overdose

(a).CM improves suitably
after dechallenge ; or

(b).Nature of CM prevent
assessment of dechallenge

for otherwise likely ADR

CM unequivocally recurs or

exacerbates on rechallenge

CM is not well known’
or drug is new
Candidate(s) exist,

but no good ones

Timing equivocal or

nonassessable

Unobtained, unknown,
ot equivocal level or
other evidence of
overdose

(a).CM improved,but
degree or rate are
unexpected ; or
(b).CM is treated

by auxiliary maneuver
(a).No rechallenge
attempted ; or
(b).Response of CM |
obscurcd by auxiliary

maneuver

CM previously unreported
as ADR to well-known drug

Good alternative candidate

Timing inconsistent for
ADR for this drug-CM
pair (score -2)

Drug level strongly

against overdose

(a).CM improves without
dechallenge ; or
(b).Potentially reversible
CM fails to improve after
dechallenge

CM fails to recur or

exacerbate on rechallenge

ADR = adverse drug reaction
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AXIS 1 2 3 4 5 6 TOTAL

SCORE [ +I 1 + [ ] + 1 + [ ]+ ] = [
o SCORING TRANSFORMATION
' NUMEi!ICAL' SCORE - ORDINAL CATEGORY .
+7,-6 DEFINITE
+5,—-4 PROBABLE
+3,+2,+1,0 POSSIBLE
< : UNLIKELY

Famnnsld algorithm ngzEsATaiTum e sude 14 Faft1a
vssssBisadadunds dalunsdifiaeidematesiia (multple drugs) Hoemald
Az sazyiafgiae a5 uas algorithm pwiiala Mazinnanafigamizduniid
aumgmaninniigalufilasndazau Tolasansiteiinezld aigorithm Tumsdadudi

AtoukemTo T uas slainzdiurumguniiga
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Tuaeuminous191dy_slgorithm

1. Previous general experlence with the drug
.- 1:1s the CM widely known and universally accepted as an ADR to the suspected drug ?
® yes go to question 2 )
® noorDK go to question 3
2.1s the‘ CM known to occur at the\dc}sage received in this case ?
. yés score +1 in Axis 1 box and go to question 5
® noorDK score 0 in Axis 1 box and go to question3
3. Consult a recent edition ot the Physicians'Desk Reference or American Hospital
Formulary Service ( Use “Martindale The Extrapharmacopoeia twenty-nine edition” in this
project ). Is the CM listed as an ADR to the suspected drug in the dosage received ?
® yes score 0 in Axis 1 box and go to question 5
® no -0 to question 4
4, Has enough clinical experience accumulated with the drug so that most ADRs to it are
very likely to have been previously rgported ?
® vyes score -1 in Axis 1 box and go to question 5

¢ noorDK score 0 in Axis | box and go to question 5

11. Alternative etiologic candldates
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 ? |
® ves g0 to question 6

¢ noorDK £0 to question 9

6. Is the preexisting condition commonly followed by this type of change ?

® ves score -1 in Axis 2 box and go to question 14
& DK g0 to question 7
® no g0 to question 8
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7. Are there any new aitemative candidates (illnesses developing after the suspected drug
was begun of recent diagnosistic or therapeutic interventions apart from the suspected drug or
orther drugs) that could explain this change ?

. ® yes go to question 11
® no score 0 in Axis 2 box and go to question 14
8. Are there any new alternative candidates (illnesses developing after the suspected drug
was begun or recent diagnostic or therape;xtic interventions apart from the suspected drug or other
drugs) that c0u:1d explain this change ?
® yes £0 10 guestion 11
® no score +1 in Axis 2 box and go to question 14

9. Is the CM consistent in quality and severity with any new alternative etiologic candidates

other than a preexistion condition, ie, illnesses developing after the suspected drug was begun or

recent diagnostic or therapeutic interventions apart from the suspected drug or other drugs?

® yes £o to question 10
¢ DK score 0 in Axis 2 box and go to question 14
® 1o goto quéstion 12

10. Was the CM consistent in timing with any of these alternative candidates ?

® yes 20 to question 11
e DK score 0 in Axis 2 box and go to question 14
* no go to question i2

11. Is the CM commonly seen with any of these alternative candidates ?
® yes score -1 in Axis 2 box and go to quéstidn 14
® no score 0 in Axis 2 box and go to question 14
12. Does 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.)
® vyesor DK 20 to question 13
® 1o score +2 in Axis 2 box and go to question 14
13. Was a score of +1 obtained on Axis | 7 |
® yes score +] in Axis 2 box and go to question 14

® no score 0 in Axis 2 box and go to question 14
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IIL. Timing of events

14. Is the timing of the appearance of the CM relative to administration of the suspected
drug difficult or impossible to assess because the CM represents an equivocal-change in the
preexisting clinical condition ?

. yes score 0 in Axis 3 box and go to question 18
® no go to question 15

15. Is the drug-CM association so unusual as to prevent knowing what timing to expect for

an ADR of this;type ?
® ves score 0 in Axis 3 box and go to questionl8
® no ' g0 to question 16

16. Was the timing inconsistent with an ADR to this drug ?
° yes score -2 in Axis 3 box and go to question 18
¢ noor DK 'go to question 17
17. Given the type of CM, was the timing not only consistent with,but as expected for ADR
to this drug ? '
® ves score +1 in Axis 3 box and go to question 18

® noor DK score 0 in Axis 3 box and go to questioni8

IV. Drug levels and evidence of overdose
18. Is the CM a pharmacologic, ie, dose-related, type of manifestation ?
® vyes £0 to question 19
® noorDK score 0 in Axis 4 box and go to question 24
19. Is the result available for serum,urine,or other body fluid level of the drug or a
metabolite of the drug ?
® vyes g0 to question 19
® no g0 to question 20
20. Is there unequivocal evidence that the amount of drug received was an overdose for this
patient, eg, a blood glucose level of 30 mg/dl in a patient receiving insulin or discovery of an
cmpty pill bottle of a newly filled prescription for the suspected drug ?

® ves score +1 in Axis 4 box and go to question 24
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® no score 0 in Axis 4 box and go to question 24
21. Taking its timing into consideration,does this level definitely support the diagnosis of

an overdose for this patient ?

® ves score +1 in Axis 4 box and go to question 24
® no £0 to question 22
¢ DK score 0 in Axis 4 box and go to question 24

- 22. Is the level strongly against the diagnosis of overdose for this patient ?
® yes g0 to question 23
® no score 0 in Axis 4 box and go to question 24

23. 1s this CM likely to represent an idiosyncratic overreaction of this patient to the drug ?

® yes score 0 in Axis 4 box and go to question 24
® no score -1 in Axis 4 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 secondarily consequent to the CM.
b. An irreversible CM, eg, optic atrophy, aplastic anemia, loss of a limb.
¢. A CM whose resolution would not usually be alterred by removal of the causative
agent, eg, stroke, myocardial infarction (since, in these examples, the resolution of
the organ damage would be expected to be independent of drug withdrawal.)
® ves £0 to question 25
* no £0 to question 26
25. Is the total score on Axis 1 through4 = +3 7
® yes score +1 in Axis 5 box and go to question 47
® 1o score 0.in Axis 5 bos and go to question 47
26. Is the CM characteristically transient and episodic, eg. seizures, syncope, classic angina
pectoris ? “Characteristically transient and episodic” means that the phenomenon, by its very
nature, almost always resolves quickly and spontaneously. CMs that eventually show themselves

as self-limited or that gradually subside on their own (eg, dyspnea, gastrointestinal bleeding,
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ataxia) would thus not qualify as characteristicaily transient and episodic and should receive a
*No" response.
® vyes go to question 27
® noorDK go to question 30
“27. Was a pattern of episodes established while the patient was taking the drug ?
® vyes | g0 to question 30
* no score 0 in Axis 5 box and go to question 47
28. Was the drug discontinued after the CM appeared ?
® vyes | | go to question 29
® no score 0 in Axis 5 box and go to question 47
29. Did the CM recur afier discontinuation ?
® yes score -1 in Axis 5 box and go to question 47
® noorDK score 0 in Axis 5 box and go to question 47
30. Is the CM a pharmacologic, ie, dose-related, type of manifestation 7
® yesor DK go to question 31
. ncl) £0 to question 35
31. Was the dosage substantially reduced without or before being discontinued ?
® yes | go to question 32
® no £0 10 question 35

32. Was the dosage reduced while the CM was present (or while a pattern of episodes was

occurring) 7
® vyes g0 to question 33
® noor DK g0 to question 35

33. Did the CM substantially diminish or disappear after dosage reduction but before
complete discontinuation ?
® yes | 20 to question 41
® 1no go to question 34
34. Was the drug subsequently discontinued ?
® yes : g0 to question 36

® no score 0 in Axis 5 box and go to question 47
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35. Was the drug discontinued while the CM was present ( or while a pattern of episodes

was occurring )?

® yes " go to question 36
& DK score 0 in Axis 5 box and go to question 47
® no £0 to question 38

36. Did the CM diminish or disappear at any time after discontinuation of the drug use ?
® yes 20 to question 41
® 1o £0 to question 37
37. Was the period of ovservation long enough to be sure that the CM would not
subsequently diminish or disappear in a time compatible with an effect of drug withdrawal ?
® yes score -1 in Axis 5 box and go to question 47
® no score 0 in Axis 5 box and go to question 47
38. Did the CM substantially diminish or disappear while the patient was taking the drug?
° yes £0 to question 39
®* no score 0 in Axis 5 box and go to question 47
39. Was an agent or mancuver administered that was specifically directed against the CM '
and that usually produces the degree and rate of improvement observed in this case ? ( A
nonspecific therapeutic measure would not qualify for “Yes” response to this question. Thus,the
administration of intravenous fluids would result in a “No” response if the CM were coma caused
by a drug overdose but a “Yes” response if the CM were dehydration,)
® yes score O in Axis 5 box and go to question 47
® no £0 to question 40
40. Is the improvement in the CM most likely caused by the development of tolerance to
the drug,and is tolerance a well-described phenomenon with the drug ?
® vyes score 0 in Axis 5 box and go to question 47
® no score -1 in Axis 5 box and go 1o question 47
41. Was the CM (or the established pattern of episodes) constant or porgressing at the time
of dechallenge?
® vyes g0 to question 42

®* no score 0 in Axis 5 box and go to question 47
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42. Were the degree and rate of diminution or disappearance of the CM as expected for an
effect of drug withdrawal?
& vyes £0 10 guestion 43
~® no score 0 in Axis 5 box and go to question 47
43 Was an agent or maneuver administered that was specifically directed against the CM
and that usually produces the degree and rate of improvement observed in this case ? ( A
nonspecific therapeutic measure would not qualify for a “Yes” response to this question, Th?s,the
administration of intravenous fluid would result in a “No” responseif the CM were coma caused
by a drug overdose but a “Yes” response if the CM were dehydration.)
® yes g0 to question 44
® no £0 to question 45
44. 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 administrarion of a 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.)
® vyes score O in Axis 5 box and go to question 47
* no 20 to question 45
45. Was there a good alternative etiologic candidate that resulted in a score of -1 on Axis 27
® vyes 20 to question 46
® o score +1 in Axis 5 box and go to question 47
46. Was there an unequivocal improvement in or disappearance of this alternative etiologic

candidate that could explain the improvement in the CM?

® ves score 0 in Axis 5 box and go to question 47
® no score +1 in Axis 5 box and go to question 47
VL. Rechallenge

47, Was the drug discontinued and then readministered ?
® ves gO to question 50

® no 20 to question 48
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48. Is the CM a pharmacologic, ie, dose-related, type of mﬁnifestation ?
® yes go to question 49
® no score 0 in Axis 6I box and go to question 57
49: Was the dosage substantially increased after previous reduction in dosage?
® yes go to question 50 -
¢ noor DK score 0 in Axis 6 box and go 1o question 57

~

50,Was the CM either progressing or at such a level of severity that any recurrence or
cxacerbation would be difficult to appreciated? )
® yes score 0 in Axis 6 box and go to question 57
® no g0 to question 51

51. Did the CM recur or cleary exacerbate after rechallenge?

® vyes 20 to question 52
® no go to question 53
¢ DK score 0 in Axis 6 box and go to question 57

52. Have any new clinical conditions or recent diagnostic or therapeutic interventions
occurred ( including drugs begun since the appearance of the original CM ) that could explain this
recurrence or exacerbation?

* yes score 0 in Axis 6 box and go to question 57
® 1o score +1 in Axis 6 box and go to question 57
53. Is there unequivocal evidence that the dosage or duration of drug administration on
rechallenge was less than the dosage and duration suspected of causing the original CM?
& yes go to question 54
® no g0 td question 55
54, Is the original CM a pharmacologic, ie, dose-related, type pf manifestation?
® yes go to question 56
* no go 1o question 35
55. Did the patient receive another agent or maneuver that would be expected to prevent
recurrence or exacerbation of the CM ?
® vyes score 0 in Axis 6 box and go to question 57

® no score -1 in Axis 6 box and go to question 57
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56. Was rechallenge subsequently attempted with a higher dosage ?
¢ yes g0 back to question 50
¢ no score ¢ in Axis 6 box and go to question 57
57. Stop reading the questionjaire, add up the scores in the six axis boxes on the cover

sheet,and place the sum in the box marked “Total”.
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