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ABSTRACT

Deflazacort is an oxazoline derivative of
prednisolone with anti-inflammatory and
immunosuppressive activity which is ap-
proximately 25% less potent than pred-
nisone in terms of absolute dosage. His-
tomor phometry and densitometry tech-
niques have shown that, when used at
doses with approximately equivalent
anti-inflammatory efficacy, it appearsto
have fewer detrimental effects on bone
mass than prednisone. However, these
claims have been questioned on the ba-
sis of some doubts regarding the dose
equivalence of deflazacort and the glu-
cocorticoid of reference, prednisolone.
At present much of the data on bone-
sparing effects come fromtrialsthat are
relatively small or of short duration, even
if their number and the consistency of
their findings seemreliable. Therefore,
well-designed clinical trials are needed,
especially to clarify the appropriate ra-
tio of doses for bio-equivalence with
prednisone.

I ntroduction

Deflazacort is an oxazoline derivative of
prednisolone with anti-inflammatory and
immunosuppressive activity. Following
clinical trials over more than 20 years, it
has been approved in many countries
(Italy, France, UK, Germany, Spain) for
use in inflammatory diseases. With re-
gard to its effect, it has been claimed to
have, at doses with equivalent anti-in-
flammatory efficacy to prednisolone,
less severe adverse effects on bone, car-
bohydrate metabolism and linear growth.
However, these claims have been ques-
tioned on the basis of some doubts asto
the dose equivalence of deflazacort and
the glucocorticoid of reference, predni-
solone. Theaim of thisreview isto sum-
marise the available data on the effects
of deflazacort on bone mass.

Assessment of bone mass

With the availability of sophisticated
techniques to assess bone mass and re-
modelling (assays of biochemical mark-
ers of bone turnover, radiological and
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scintigraphic evaluations, bone densit-
ometry, histomorphometry of bone bi-
opsies) the clinician is faced with diffi-
cult decisions regarding the interpreta-
tion of the results of these tests.
Among these techniques, quantitative
histological measurement (histomorpho-
metry) of iliac crest bone biopsiesis a
very reliable tool, which has been used
to gain abetter understanding of the path-
ogenesis of glucocorticoid osteoporosis,
to reveal occult osteomalacia and to
monitor the skeletal status of individual
patients. Very recently asimple method
enabling the two-dimensional imaging
of cancellous bone to be viewed within
its three-dimensional context has been
developed. It complements established
bone histomorphometry procedures and
has been shown to be a good mass-inde-
pendent predictor of fracture predispo-
sition in agroup of women with and with-
out vertebral compression fractures, but
with asimilar BMD (Bone Mineral Den-
sity) (1). However, bone biopsy isan in-
vasive, painful procedure not easily ac-
cepted by patients.

Therefore, in recent yearsalmogt all stud-
ies on bone massin steroid osteoporosis
have been performed using bone densit-
ometry, which is easier to perform, al-
lows multiple measurements and is well
accepted by patients. However, the BMD
used routinely for the diagnosis of osteo-
porosis is a measurement of bone min-
eral mass (cortical and trabecular) partly
normalised by bone area, not atrue bone
density (the density of mass per unit vol-
ume of bone), and has some limitations,
especialy in predicting trabecular bone
volume changes in the short term. For
instance, Cosman et al. (2) found in a
large group of 81 patients with various
metabolic bone diseases that the relation-
ships between bone densitiesin the axia
and peripheral regions and histomorpho-
metric variablesin theiliac crest are not
constant. Moreover, cancellous bone
volume and the trabecular structural in-
dices correlated with non-invasive axial
BMD measurements only in a heteroge-
neous group with alarge variance in both
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parameters, not in the more homogene-
ous group with osteoporosis.

On the other hand, it iswell known that
the mechanical strength of bone is not
solely afunction of its mass or bone min-
eral density (BMD), but also of the com-
plex architecture of trabecular bone. Un-
fortunately, microarchitectural changes
in bone quality cannot be detected by
BMD; therefore it has been suggested
that changes in the numerical value for
BMD may not have the same structural
significance in metabolic bone diseases
such as glucocorticoid osteoporosisasin
anormal population (3).

Glucocorticoid and bone
Understanding the actions of deflazacort
on bone mass demands knowledge of the
adverse effects of supraphysiological
doses of glucocorticoids on bone, i.e. of
the pathogenetic mechanisms of gluco-
corticoid-induced osteoporosis. In this
bone disease, both cortical and cancel-
lous bone are lost but the latter is more
severely affected. The main histologic
feature in glucocorticoid-induced osteo-
porosisis areduced bone formation rate,
represented by decreased wall thickness
of the trabeculag, suggesting a decreased
activity of osteoblasts. The rate of bone
lossisbiphasic, with arapid initial phase
during the first 3-6 months which slows
down sharply thereafter. We have dem-
onstrated this in the only long-term lon-
gitudinal histomorphometric studies of
trabecular bone volume changes during
glucocorticoid treatment so far reported
in the literature (4-6).

The mechanisms proposed to explain the
loss of bone that ensues with glucocor-
ticoid excess include decreased osteob-
last proliferation and biosynthetic activ-
ity, increased bone resorption, hyperpar-
athyroidism resulting from decreased
intestinal calcium absorption, and hyper-
calciuriadue to defective vitamin D me-
tabolism. However, the evidence in sup-
port of most of these mechanisms are
conflicting. Indeed, while earlier histo-
logic studies showed increased eroded
surfaces (7, 8), in more recent studies
such as our longitudinal histomorpho-
metric study (5), total resorption surfaces
were decreased, dthough not significant-
ly. Likewise, elevated levels of parathor-
mone (PTH), reported in the past as be-

ing due to the malabsorption of calcium
found in steroid-treated patients (9), have
not been confirmed by more recent stud-
ies showing reduced levels of PTH (10,
11). On the other hand, the contribution
of changesin vitamin D metabolism to
the development of steroid osteoporosis
seems to be negligible (12). Moreover,
Pearce et al. 98 (11) carried out a study
in which the rapid bone loss induced by
corticosteroid therapy appeared to be due
to reduced bone formation, and not to
increased bone resorption nor to second-
ary hyperparathyroidism. In their study
the biochemical markers of bone re-
sorption did not change. Theinitial rapid
phase of bone loss with glucocorticoid
treatment could be caused in part by an
extension of the life span of pre-exist-
ing osteoclasts (13) which increases the
uncoupling with severely depressed bone
formation, as well as by depression of
therate of generation of new BMUs (Ba-
sic Multicellular Units).

However, it still seems unclear how an
imbalance in the effect exerted by exist-
ing BMUs could lead, within 3-6 months,
to the rapid bone loss shown by histo-
morphometric and densitometric meth-
ods (5,14,15). Recent studies have found
that glucocorticoid excess accelerates the
apoptosis (programmed cell death) of
osteoblasts and osteocytes (16,17). The
premature deeth of osteoblasts and osteo-
cytes could help to explain the rapid,
massive decrease of bone formation
found in glucocorticoid-induced osteo-
porosis. The large number of apoptotic
osteocytes adjacent to the subcondral
fracture crescent found in whole femo-
ral heads obtained from patients with
steroid osteoporosis (17) support this
suggestion. Indeed, collapse of the femo-
ral head is far more common in corti-
costeroid osteoporosis than in postmeno-
pausal osteoporosis, the prevalence of
apoptosis being greater in the former
(18).

Deflazacort and bone

The first studies on the tolerability of
deflazacort (formerly called oxazacort)
suggested aless deleterious effect of this
steroid on urinary excretion of calcium
than prednisone (19). Subsequently, the
observations were extended to a group
of 22 normal healthy volunteers, using
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approximately equivalent anti-inflam-
matory doses of prednisone and defla-
zacort (20). It was concluded that defla-
zacort influences hydroxyproline and
overall calcium urinary excretion to a
lesser extent than prednisone, at least on
ashort-term basis. In adouble-blind stu-
dy of deflazacort and prednisonein 26
patients with chronic inflammatory dis-
eases (especialy rheumatoid arthritisand
polymyalgia rheumatica), prednisone
induced arapid increase in the level of
daily calcium excretion that was not evi-
dent with deflazacort (21).

Asthe negative calcium balance induced
by the chronic administration of higher
than physiologic doses of glucocorticoid
has been claimed to play an important
role in the development of osteoporosis
(7), the less severe adverse effects on the
calcium balance found with deflazacort
treatment suggest that the effect of defla-
zacort on bone mineral metabolism could
be less del eterious than that of pred-
nisone. In keeping with this hypothesis,
many authors have demonstrated by
means of avariety of techniques that the
loss of bone mass or density is lower with
deflazacort than with prednisone. A
preliminary, longitudinal short-term (7
month) histomorphometric study includ-
ing 21 patients treated with equivalent
anti-inflammatory and substitutive activ-
ity doses of deflazacort or prednisone
showed that the latter produced a higher
reduction of trabecular bone, -34.3 % and
-13% respectively (14).

The view that deflazacort, although com-
parable with prednisone in anti-inflam-
matory activity, issignificantly less harm-
ful to cancellous bone than prednisone
has been supported by the only prospec-
tive, comparative, long-term histomor-
phometric study available to date (6).
Multiple bone biopsies from the iliac
crest of 18 pairs of well-matched patients
allowed us to describe the time-rel ated
trabecular bone loss and to elicit differ-
ences between patients treated with pred-
nisone and deflazacort. The kinetics of
trabecular bone loss induced by the two
corticosteroids, described using a nega-
tive exponential function, are similar,
with avery rapid rate of loss within the
first 3 to 9 months which slows down
sharply thereafter (Fig. 1). Particularly
relevant is the finding that the bone loss
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rate induced by prednisone is signifi-
cantly higher than that induced by defla-
zacort. Moreover, the estimated loss rate/
year after 3 years of therapy is signifi-
cantly higher in prednisone-treated pa-
tients (-3% versus -1.1%, respectively),
suggesting that the less harmful effect
to trabecular bone of deflazacort islong
lasting.

The studies which have described a
bone-sparing effect of deflazacort using
absorptiometric techniques are much
more numerous. The first, a 12-month
study of 22 patients requiring corticos-
teroid therapy, revealed a 21% per year
bone loss during prednisone treatment
and only a 10% loss with deflazacort
(22). Thereafter, a bone-sparing effect
was demonstrated in two randomised
double blind prospective trials of defla-
zacort versus prednisone, in males with
newly diagnosed rheumatoid arthritis,
and in juvenile chronic arthritis. Indeed,
patients receiving deflazacort experi-
enced spinal bone loss at one-third the
rate of that observed in the subjects given
prednisone at an equivalent dosage (23),

and the children showed better mainte-
nance of their spinal bone mineral con-
tent during the first year of deflazacort
(24). In the long term, as well, deflaza-
cort appeared to be as effective as pred-
nisone in improving the standard mark-
ers of disease activity and to have less
severe side effects, especially on bone
as demonstrated in a non-blinded ran-
domised trial over 4 yearsin 72 patients
with sarcoidosis (25).

A double-blind study on the long-term
effects of deflazacort showed that also
with high doses, usualy given to patients
with nephrotic syndrome, the bone de-
cay rates per month were lower thanin
the prednisone group, despite asimilar
therapeutical effect on nephrotic syn-
drome (26). In another controlled study
of 40 patients, deflazacort was more ef-
fective than prednisone in limiting relap-
ses in steroid-dependent idiopathic ne-
phrotic syndrome and, overall, induced
aless marked decrease in bone mineral
content than prednisone (27).
Deflazacort has been extensively stud-
ied in kidney transplant patients, who
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Fig. 1. Pattern of trabecular bonelossin 12 pairs of patients (not previously treated with glucocorticoids)
as modelled by the two functions found for deflazacort (heavy continuous lines) and prednisone (heavy

dotted lines) (ref. 6).
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pay a high price - especially in terms of
bone mass - for the long-term glucocor-
ticoid therapy which they require. In chil-
dren who have undergone a transplant
operation deflazacort has been found to
be well tolerated and to prevent gluco-

corticoid-induced bone loss (28, 29). In
adult patients, using deflazacort instead
of prednisone was associated with a
bone-sparing effect of 6% at the lumbar
spine (30), which would correspond to a
reduction by approximately 1.4-fold in
the risk of vertebral fractures (31).

At variance with all of the data so far
reported is the result of a double-blind
study in 30 patients with polymyalgia
rheumatica, which showed no difference
in bone mineral density between the
prednisolone and deflazacort groups at
6 and 12 months, thus failing to demon-
strate the existence of any calcium spar-
ing propertiesin deflazacort (32). This
discrepancy could be attributable to the
low sensitivity of BMD in assessing

changes in trabecular bone mass. As
pointed out earlier, densitometric meas-
urements of the lumbar spine represent
amix of trabecular vertebral bone and
cortical bone of the posterior arch, the
latter being particularly relevant in eld-

erly people, such as those studied by
Krogsgaard (32).

All in al, thereis evidence that deflaza
cort, when used at an equipotent dosage,
causes |ess severe side effects than pred-
nisone, particularly with regard to bone
metabolism and mass. The crucia issue
is the dose equivalence of the two com-
pounds, because fewer unwanted effects
may also be be associated with lower

therapeutic activity.

Dose equivalence of prednisone

and deflazacort

The appropriate ratio of doses for bio-
equivaence in the case of prednisone and
deflazacort has been established in a
number of studies which demonstrated
that deflazacort is approximately 25%
less potent than prednisone in terms of
absol ute dosage. In normal subjects bio-
equivalence, assessed with respect to the
capacity to inhibit T cell reactivity, ap-
peared to be 1: 1.2 (33). As estimates of
potency are difficult to evaluate in pa-
tients with disease, the concept of the
"minimum effective dose" has been ex-
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tensively used.

Based on the results of 7 tridls using vari-
ous designs (double-blind, crossover stu-
dies, paired patients studies and between-
patients studies) and involving 160 pa-
tients, Avioli estimated the potency ra-
tio of deflazacort to prednisoneto be 1.28
to1(1.17 - 1.38, 95% Cl) (34). He also
determined the bone wasting ratio (the
ratio between bone loss velocity values
observed in patients given the minimum
effective doses of two glucocorticoids)
of prednisone to deflazacort and found
it to be approximately 2.03: 1 (1.84 -
2.23,95% ClI). Intheclinical setting, the
equivaence ratio of deflazacort and pred-
nisone seems to depend upon the disease
involved. It has been shown to be about
1.2 inimmunomediated disease (24, 35),
nephrotic syndrome (36) and in kidney
transplant patients (30, 37), but 1.4 in
polymyalgia rheumatica, a disease in
which the clinical suppression of inflam-
matory disease can increase the dose ra-
tioupto 1.7 (38). It issurprising that this
study showing that the antiinflammatory
equipotency between deflazacort and
prednisone is closer to 1.4 than to 1.2
has been interpreted as strong evidence
against the previous estimated potency
ratio (39).

The difficulties of establishing equipo-
tency ratios for glucocorticoids have been
highlighted by the results of arecent stu-
dy (40) in which healthy subjects were
given several doses of deflazacort and
prednisone, and the equivalent dose ra-
tios were calculated for the suppression
of eosinophils (1.14), osteocalcin (1.54),
cortisal (2.27), and lymphocytes (2.77).
The study sheds doubt upon the equi-
potency of the suggested doseratio (1.3),
but underlines as well that there may be
adifferent "sensibility" of tissues and
cells to the 2 glucocorticoids studied.

In summary, dthough afew findings cast
doubt on the generally assumed equipo-
tency dose ratio between prednisone and
deflazacort, it seems inappropriate to
suggest that the available literature on
undesirable effects, including the more
recent data on kidney transplant patients,
may be invalid because they have per-
haps compared not exactly equivalent
doses of the two glucocorticoids (41).
Most probably the equivalence ratio also
depends on the disease; in fact, discrep-

ancies have been found only in polymy-
algiarheumatica.

Conclusions

Deflazacort is an oral glucocorticoid
which is approximately 25% less potent
than prednisone in terms of absolute dos-
age. Histomorphometry and densitom-
etry studies have proven that, when used
at doses with approximately equivalent
anti-inflammatory efficacy, it causesless
loss of bone mass than prednisone. How-
ever, much of the data on the bone-spar-
ing effect of the drugs come from trials
that are relatively small or of short dura-
tion. Therefore, well-designed clinical
trials are needed, especidly to clarify the
appropriate ratio of doses for bio-equiva
lence with prednisone.

References

1. AARON J, SHORE P, SHORE R, BENETON M,
KANIS 1 Trabecular architecture in women and
men of similar bone mass with and without
vertebral fracture: 11. Three-dimensional his-
tology. Bone 2000; 27: 277-82.

2. COSMAN F, SCHNITZER M, MCCANN P,
PARISIEN M, DEMPSTER D, LINDSAY R:
Relationsips between quantitative histological
measurements and non invasive assessments
of bone mass. Bone 1992; 13: 237-42.

3. PARFITT A: A structural approach to renal
bone disease. J Bone Miner Res 1998; 13:
1213-20.

4. LOCASCIOV, BONUCCI E, BALLANTI Pet al.:
Glucocorticoid osteoporosis: A longitudinal
study.|n CHRISTIANSEN C, JOHANSEN JS and
RIISBJ (Eds.): Osteoporosis 1987, vol. 2. Co-
penhagen, Osteo Press ApS, 1987.

5. LOCASCIOV, BONUCCI E, IMBIMBOB et al.:
Bone loss in response to long-term gluco-
corticoid therapy. Bone Min 1990; 8: 39-51.

6. LOCASCIOV, BALLANTI P, MILANI Setal.:
A histomorphometric long-term longitudinal
study of trabecular bonelossin glucocorticoid-
treated patients: Prednisone versus deflazacort.
Calcif Tssue Int 1998; 62: 199-204.

7. GALLAGHER J, AARON J, HORSMAN A, WIL-
KINSON R, NORDIN B: Corticosteroid oste-
oporosis. Clin Endocrinol Metabolism 1973;
2: 355-68.

8. BRESSOT C, MEUNIER P, CHAPUY M, LE-
JEUNE E, EDUARD C, DARBY A: Histomor-
phometric profile, pathophysiology and revers-
ibility of corticosteroid-induced osteoporosis.
Metab Bone Dis Relat Res 1979; 1: 303-11.

9. NORDIN B, MARSHALL D, FRANCISR, CRIL-
LY R: The effects of sex steroids and corticos-
teroid hormones on bone. J Seroid Biochem
1981; 15:171-174.

10. PAZ-PACHEO E, FULEIHAN G-H, LEBOFF M:
Intact parathyroid homone levels are not el-
evated in glucocorticoid-treated subjects. J
Bone Miner Res 1995; 10: 1713-8.

11. PEARCE G, TABENSKY D, DELMASP, BAKER
H, SEEMAN E: Corticosteroid-induced bone

S72

12.

13.

14.

15.

16.

17.

18.

19.

20.

21

22.

23.

24.

25.

26.

lossin men. J Clin Endocrinol Metab 1998;
83: 801-6.

HAHN T, HALSTEAD L, BARAN D: Effects of
short term glucocorticoid administration on
intestinal calcium absorption and circulating
vitamin D metabolite concentrations in man.
J Clin Endocrinol Metab 1981; 52: 111-5.
MANOLAGAS S, WEINSTEIN R: New devel-
opmentsin the pathogenesis and treatment of
steroid-induced osteoporosis. J Bone Miner
Res 1999; 14: 1061-6.

LO CASCIOV, BONUCCI E, IMBIMBOB et al.:
Bone loss after glucocorticoid therapy. Calcif
Tissue Intern 1984; 36: 435-8.

REID I, HEAP S: Determination of vertebral
mineral density in patients receiving chronic
glucocorticoid therapy. Archiv Intern Med
1990; 150: 2545-8.

WEINSTEIN R, JLKA R, PARFITT A, MANO-
LAGASS: Inhibition of osteoblastogenesis and
promotion of apoptosis of osteoblasts and oste-
oclasts by glucocorticoids: Potential mechan-
isms of their deleterious effects on bone. J Clin
Invest 1998; 102: 274-82.

WEINSTEIN R, NICHOLASR, MANOLAGAS S
Apoptosis of osteocytesin glucocorticoid-in-
duced osteonecrosis of the hip. J Clin Endo-
crinol Metab 2000; 85: 2907-12.
MANOLAGAS C: Corticosteroids and frac-
tures: A close encounter of the third cell kind.
J Bone Miner Res 2000; 15: 1001-5.
CANIGGIA A, MARCHETTI M, GENNARI C,
VATTIMO A, NICOLISF Effects of anew glu-
cocorticoid, oxacort, on some variables con-
nected with bone metabolism in man: A com-
parison to prednisone. Int J Clin Pharmacol
1977; 15: 126-34.

HAHN T, HALSTEAD L, STRATESB, IMBIMBO
B, BARAN D: Comparison of subacute effects
of oxazacort and prednisone on mineral me-
tabolism in man. Calcif Tissue Int 1980; 31:
109-15.

GRAY R, DOHERTY S, GALLOWAY J, COUL-
TON L, DE BROE M, KANIS J: A double-blind
study of deflazacort and prednisonein patients
with chronic inflammatory disorders. Arthri-
tis Rheum 1991; 34: 287-95.

GENNARI C, IMBIMBO B: Effects of predni-
sone and deflazacort on vertebral bone mass.
Calcif Tissue Int 1985; 37: 592-3.

NAGANT DE DEUXCHAINES C, DEVOGEL-
AER J, HUAUX J et al .: The effects of small
doses of deflazacort vs prednisone on the bone
mineral content of lumbar spinein male pa-
tients with rheumatoid arthitis. In AVIOLI L,
GENNARI C, IMBIMBO B (Eds.): Glucocorti-
coid Effects and Their Biological Consequen-
ces. Advancesin Glucocorticoid Therapy. Am-
sterdam, Excerpta Medica 1986: 145-52.
LOFTUS J, ALLEN R, HESPR et al.: Ran-
domized, double-blind trial of deflazacort ver-
sus prednisone in juvenile chronic arthritis: A
relatively bone-sparing effect of deflazacort.
Pediatrics 1991; 88: 428-36.

RIZZATO G, RIBOLDI A, IMBIMBO B, TOR-
RESIN A, MILANI S: The long-term efficacy
and safety of two different corticosteroidsin
chronic sarcoidosis. Respir Medicine 1997; 91:
449-60.

OLGAARD K, STORM T, V. WOWERN N et al.:
Glucocorticoid-induced osteoporosis in the



Deflazacort and bone mass/ V. Lo Cascio

27.

28.

29.

30.

lumbar spine, forearm, and mandible of neph-
rotic patients: A double-blind study on the
high-dose, long-term effects of prednisone ver-
sus deflazacort. Calcif Tissue Int 1992; 50: 490-
7.

BROYER M, TERZI F, LEHNERT A, GAGNA-
DOUX M, GUEST G, NIAUDET P: A controlled
study of deflazacort in the treatment of idi-
opathic nephrotic syndrome. Pediatr Nephrol
1997; 11: 418-22.

FERRARIS J, PASQUALINI T, LEGAL S et al .:
Effect of deflazacort versus methylprednisone
on growth, body composition, lipid profile, and
bone mass after renal transplantation. Pediatr
Nephrol 2000; 14: 682-8.

SCHARER K, FENEBERG R, KLAUSG et al .:
Experience with deflazacort in children and
adolescents after renal transplantation. Pediatr
Nephrol 2000; 14: 457-63.

LIPPUNER K, CASEZ J, HORBER F, JAEGER P:
Effects of deflazacort versus prednisone on
bone mass, body composition, and lipid pro-
file: A randomized, double blind study in kid-
ney transplant patients. J Clin Endocrinol
Metab 1998; 83: 3795-802.

3L

32.

33.

35.

36.

MELTON J, ATKINSON E, O’FALLON W,
WAHNER H, RIGGS B: Long-term fracture pre-
diction by bone mineral assessed at different
skeletal sites. J BoneMiner Res1993; 8: 1227-
33

KROGSGAARD M, THAMSBORG G, LUND B:
Changes in bone mass during low dose corti-
costeroid treatment in patients with polymy-
algis rheumatica: A double blind, prospective
comparison between prednisolone and defla-
zacort. Ann Rheum Dis 1996; 55: 143-6.
SCUDELETTI M, PENDE D, BARABINO A,
IMBIMBO B, GRIFONI V, INDIVERI F: Effect
of single oral dose of prednisone and deflaza-
cort on human lynphocyte distribution and
function. Analysis with monoclonal antibod-
ies. Adv Exp Med Biol 1984; 171: 335-44.

. AVIOLI L: Potency ratio - a brief synopsis. Br

J Rheumatol 1993; 32: 24-6.

GRAY R, HARRINGTON C, COULTON L, GAL-
LOWAY J, DE BROE M, KANIS J: Long-term
treatment of chronic inflammatory disorders
with deflazacort. J Orthop Rheumatol 1990;
3:15-27.

PICCOLI A, GASTALDON F, PILLON L etal .:

S73

37.

38.

39.

40.

41.

Bioequivalence of deflazacort and prednisone
in the treatment of idiopathic nephrotic syn-
drome, a pilot sudy. Curr Therapeutic Res
1993; 54:588-597.

ELLI A,RIVOLTA R, DI PALOF etal.: A ran-
domized trial of deflazacort vs 6-methyl-pred-
nisone in renal transplantation: |mmunosup-
pressive activity and side effects. Transplan-
tation 1993; 55: 209-12.

KROGSGAARD M, LUND B, JOHNSSON B: A
long-term prospective study of equipotency
between deflazacort and prednisone in the
treatment of patients with polymyalgiarheum-
atica. J Rheumatol 1995; 22: 1660-2.
WALKER B: Deflazacort: Toward selective glu-
cocorticoid receptor modulation? Clinical En-
docrinol 2000; 52: 13-5.

BABADJANOVA G, ALLOLIO B, VOLLMER M,
REINCKE M, SCHULTE H: Comparison of the
pharmacodynamic effects of deflazacort and
prednisolone in healthy subjects. Eur J Clin
Pharmacol 1996; 51: 53-7.

REID I: Glucocorticoid osteoporosis - mecha
nisms and management. Eur J Endocrinol
1997; 137: 209-17.



