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Responders to intradiscal glucocorticoid among
patients with chronic low back pain and active
discopathy

Rheumatology key message

. Sick leave is associated with the response to intra-
discal glucocorticoid in people with active
discopathy.

SIR, Active discopathy is a plausible nociceptive cause of

non-specific chronic low back pain (cLBP) in patients with

inflammatory-like cLBP and Modic 1 changes on MRI [1].

Clinical trials have suggested that intradiscal therapies

could reduce LBP in the short term [2, 3]. However, base-

line characteristics associated with response to intradiscal

therapies among patients with cLBP and active discopa-

thy are unknown. We aimed to describe baseline

characteristics of responders and non-responders to

intradiscal glucocorticoid or placebo and identify base-

line variables independently associated with reduced

LBP at 1 month.

We conducted a secondary exploratory analysis of the

Intra-discal Steroid Injection for MODIC I Discopathy

(PREDID) trial (ClinicalTrials.gov: NCT00804531), a rando-

mized controlled trial comparing the efficacy of an intra-

discal injection of glucocorticoid to an intradiscal injection

of contrast agent placebo in 135 patients with cLBP and

active discopathy. Informed consent was obtained from

all the participants in the PREDID trial to use their data for

secondary analyses. All patients included in the PREDID

trial had a lumbar inflammatory signal (Modic 1 changes)

on MRI for <6 months at the level of the intradiscal injec-

tion. The proportion of responders (mean LBP <40/100 on

a numerical rating scale at 1 month after injection) was the

primary outcome. It was higher for patients who received

glucocorticoid vs placebo [34/61 (55.7%) vs 21/60

(35.0%)], with an absolute risk difference of 22.1% (95%

CI 5.5, 38.7; P = 0.009). The study was approved by our

institutional review board (CPP2233). Full methods and

results have been published [2].

For the present study, we excluded participants who

did not receive the allocated intervention [14/135

(10.4%)]. The baseline characteristics of responders and

non-responders to intradiscal glucocorticoid or placebo

were described with absolute and relative frequencies

[n/N (%)] for categorical data and mean (S.D.) for continu-

ous data. To identify baseline variables independently

associated with a response to intradiscal glucocorticoid

or placebo, we performed multiple logistic regression

(MYSTAT version 12.02.00; Systat Software, San Jose,

CA, USA). We entered nine baseline variables selected

for their clinical relevance [4]: education, current sick

leave, LBP intensity, LBP-specific activity limitation, pres-

ence of morning stiffness and/or night-time awakenings,

mental component of quality of life, body mass index,

duration of current LBP episode and history of lumbar

surgery. There were no missing data for these variables.

Variables were further selected by automatic backward

stepwise regression, with P = 0.15 to enter in the model

and P< .05 to stay in the final model.

Sixty-one participants received intradiscal glucocortic-

oid and 60 received placebo. As compared with non-re-

sponders, responders to intradiscal glucocorticoid or

placebo more often completed higher education [18/34

(52.9%) and 12/21 (57.1%) vs 6/26 (23.1%) and 18/39

(46.2%), respectively], were less often on current sick

leave [5/34 (14.7%) and 5/21 (23.8%) vs 14/27 (51.9%)

and 16/39 (41.0%), respectively] and had lower spine-

specific activity limitation [mean Quebec score 44.8 (S.D.

15.5) and 43.1 (13.9) vs 57.5 (S.D. 12.4) and 50.2 (14.4),

respectively] (Table 1). As compared with responders,

non-responders to intradiscal glucocorticoid showed

higher mean leg pain intensity [56.0 (S.D. 21.0) vs 24.4

(23.3)] and work-related fear-avoidance beliefs [28.6 (S.D.

11.8) vs 18.5 (13.1)]. Current sick leave was the variable

most strongly associated with non-response to intradiscal

glucocorticoid [odds ratio (OR) 10.825 (95% CI 1.443,

81.203), P = 0.021] and to both intradiscal glucocorticoid

and placebo [OR 1.996 (95% CI 1.152, 7.797), P = 0.025].

No baseline variables were found to be independently

associated with response to placebo (Supplementary

Table S1, available at Rheumatology online).

Responders and non-responders to intradiscal gluco-

corticoid or placebo had different baseline characteristics.

Even with a plausible cause for LBP (e.g. active discopa-

thy), psychosocial factors, namely current sick leave and

lower education, powerfully interact with clinical out-

comes [4]. How these factors interact with the response

to spinal injections in conditions other than active disco-

pathy remains unclear [5]. As a limitation, our subgroups

of patients were small, which did not allow for robust

multivariate modelling. Also, patients were recruited from

tertiary care centres and could have had a more severe

condition than the general population with cLBP and

active discopathy.

In summary, current sick leave is the baseline variable

most strongly associated with the response to intradiscal

glucocorticoid or placebo in patients with cLBP and active

discopathy.
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Universitaires Paris Centre, Groupe Hospitalier Cochin, Paris,
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Paris Descartes, Sorbonne Paris Cité, Paris, France, 3INSERM
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Réadaptation de l’Appareil Locomoteur et des Pathologies
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TABLE 1 Baseline characteristics of responders and non-responders to intradiscal glucocorticoid or placebo
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Intradiscal glucocorticoid (n = 61) Placebo (n = 60)

Responders
(n = 34)

Non-responders
(n = 27)

Responders
(n = 21)

Non-responders
(n = 39)

Demographic and clinical

Age, years, mean (S.D.) 48.1 (9.4) 45.7 (6.6) 47.3 (8.5) 46.9 (7.7)

Male, n/N (%) 15/34 (44.1) 12/27 (44.4) 6/21 (28.6) 17/39 (43.6)

Body mass index, kg/m2, mean (S.D.) 25.0 (3.9) 25.9 (4.5) 24.1 (3.5) 25.6 (4.4)
History of lumbar surgery, n/N (%) 4/34 (11.8) 5/27 (18.5) 3/21 (14.3) 6/39 (15.4)

LBP intensity (NRS 0�100), mean (S.D.) 65.0 (11.9) 77.4 (12.6) 62.9 (14.5) 69.5 (14.3)

Leg pain intensity (NRS 0�100), mean (S.D.) 24.4 (23.3) 56.0 (21.0) 30.5 (25.2) 28.7 (26.1)
Current LBP episode duration, years, mean (S.D.) 1.6 (1.5) 1.3 (1.1) 1.5 (1.0) 1.3 (1.1)

Morning stiffness >20 min, n/N (%) 15/34 (44.1) 18/27 (66.7) 9/21 (42.9) 19/39 (48.7)

Night-time awakenings, n/N (%) 21/34 (70.6) 22/27 (81.5) 18/21 (85.7) 26/39 (66.7)

Lumbar Modic 1 signal on MRI, n/N (%) 34/34 (100) 27/27 (100) 21/21 (100) 39/39 (100)
Psychosocial characteristics

Higher education, n/N (%) 18/34 (52.9) 6/26 (23.1) 12/21 (57.1) 18/39 (46.2)

Current sick leave, n/N (%) 5/34 (14.7) 14/27 (51.9) 5/21 (23.8) 16/39 (41.0)

Quebec score (0�100), mean (S.D.) 44.8 (15.5) 57.5 (12.4) 43.1 (13.9) 50.2 (14.4)
SF-12 PCS (9.95�70.02), mean (S.D.) 34.2 (7.4) 28.7 (5.4) 34.2 (6.7) 32.0 (7.6)

SF-12 MCS (5.89�71.97), mean (S.D.) 39.4 (10.2) 32.8 (10.0) 38.7 (12.3) 37.3 (9.0)

HAD anxiety score (0�21), mean (S.D.) 10.2 (4.4) 12.0 (4.0) 9.3 (3.3) 10.7 (3.6)

HAD depression score (0�21), mean (S.D.) 6.5 (3.4) 8.7 (3.5) 6.9 (3.8) 7.3 (3.5)
FABQ physical activity score (0�24), mean (S.D.) 15.0 (6.3) 16.8 (6.0) 16.9 (4.9) 14.7 (6.2)

FABQ work score (0�42), mean (S.D.) 18.5 (13.1) 28.6 (11.8) 19.8 (11.1) 21.2 (12.7)

FABQ: Fear-Avoidance Beliefs Questionnaire; HAD: Hospital Anxiety and Depression Scale; MCS: mental component score;
NRS: numeric rating scale; PCS: physical component score; SF-12: Medical Outcomes Study 12-item Short Form.
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