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Table 3.  HRs for lymphoma in the patients with incident RA 1997-2012 (n=12,656) versus their
individually matched comparator subjects (n= 124,161), with respect to time since RA diagnosis and
calendar period of RA diagnosis®

Time since RA diagnosis, years

Year of RA diagnosis 0—<6 6-16 Total follow-up period

1997-2003
2004-2012
Entire study period

1.3 (0.7-2.2) (14)
1.4 (0.9-2.2) (21)
1.3 (0.9-1.8) (35)

1.0 (1.2-3.1) (22)
27 (1.1-6.7) (5)
2.4 (1.6-3.6) (27)

1.8 (1.3-2.6) (36)
1.4 (0.9-2.0) (26)
1.6 (1.2-2.1) (62)

* Values are the hazard ratio (HR) (95% confidence interval [95% CI]), adjusted for age and sex (no.
of lymphomas). All HRs were determined in comparison with the general population comparator sub-
jects. P for time since diagnosis of rheumatoid arthritis (RA) = 0.01; P for calendar period = 0.3.
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Table 2 Lymphoma Risk Associated with Methotrexate Use*
No. of Peto OR
Study Number of Cases Measure of Effect BTFm? o Studies  (95% CI) P value
Innipitors H
(Controls) (95% CI) Adalimumab® 45,40 3 1.23(0.12-13.14) S 86
a5 Certolizumatg53 1 3.51 (0.03-458.05) —8— 61
Wolfe (2007) 19,562 OR, 1.3 (0.7-2.9) Etanercept®® 1 450(007-284.47) @ — m—> 47
i Goli hos B2 2  4.18(0.20-88.53 — 36
Franklin1® (2007) 1237 RR, 0.97 (0.55-1.71)" e 56,66,7072 3 108101959 o) — 5
Franklin32 (2006) 1237 RR,3.31(1.01-10.81) Overall 10 214(0.55-8.38) ~ 28
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Mariette2s (2002) 30,000 SMR, 1.2 (0.7-1.0) NHL 0ot o1 10 10100
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D 77::0 ;f D 0) 72 {5"] &i N 24 ]E H# Figure 1. Clinical course of LPDs associated with MTX. Two hundred thirty-two RA patients with LPDs (LPD-WG study patients) obtained from eight institutes were
categorized as SR (n = 144) and non-SR groups (SD, PD, LPD treatment, and Death due to LPD). SR includes 79 complete remission and 55 partial remission.
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Table 4. Multivariable regression analysis for predicting SR.
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