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Influence of parental age at delivery and birth order on ankylosing spondylitis

YANG Bo,HAN Xing-Hai* ,CAI Qing (Department of Rheumatology and Immunology , Changhai Hospital, Second Military
Medical University ,Shanghai 200433,China)
[ABSTRACT] Objective:To study the influence of maternal age at delivery and birth order on ankylosing spondylitis (AS).
Methods : Haldane and Smith methods were applied in 215 patients with confirmed AS and comparison was done between
HLA-B27 negative and positive groups. Statistical analysis was applied in first and last born siblings. Results: Haldane and
Smith methods exhibited X=4. 02>>2 in 215 patients, X=3. 54>>2 in B27 positive groups and X =1. 58<C2 in B27 negative
groups. The number of first-born children with AS was significantly lower than expected [ 37 »s 52. 6 for all families
(P<20.01). The number of last-born children with AS was significantly higher than expected[ 81 vs 52. 6 for all families (P<C
0. 05). Conclusion : Older maternal age at delivery and later birth order make patients more liable to have AS. It is indicated
that there is genetic heterogeneity in HLA-B27 negative and positive AS. Lower risk of AS in first-born children is found
compared to non-first-born children.
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Tab 1 Analysis of birth order in 215 patients with AS

No.  Siblings K H A 6A X6A VBA
1 NaNNNN 6 1 2 iz 21 105
2 a 1 1 1 6 6 0
3 aN 2 1 1 6 9 9
4 NNNaNN 6 1 4 24 21 105
215 NaNN 4 1 2 12 15 45
Total 563 215 439 2634 2337 5445

N:Normal siblings;a:Patients; K: Number of siblings who can be
classified ; H: Number of siblings who are patients; A ; Birth order of

the patients
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Tab 2 Birth order dizivibution of patients

with AS.E27 posifive vs B27 negative

[n(%>]
Birth oxder B27(+) B27(—)
i 77(47.0) 22(53.7)
2 38(23.2) 11€26.8)
3 25(15. 2) 3(7.3)
4 13(8.0) 409. 8)
5 5(3.0) 102, )
6 5(3.0) 0(0)
3 1€0.6) O))
Total 164(100) 41C100)
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Tab 3 Birth order of 150 patients with AS

stratified by number of children per family

Birth order

No. ® Total
1 2 3 4 5 6 7 8

2 18 36 54
3 11 7 25 43
4 7 5 1 11 24
5 1 2 3 5 4 15
6 2 2 1 2 5 12
7

8

9 1 1 2

Total 37 52 31 18 6 5 0 1 150

¢;Number of children in family
300 i
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