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R 1 9N meta 3HTHIEFSE

- BT . T, AD X HEZH
BT Ex AD it it OH  Total OH Total
Freidenberg et al. , 201313 USA DSMHV and NINCDS ADR Not available 40 100 56 88
DA criteria
Allan et al. , 200912] UK DSM-1V criteria Over 65 2 38 0 39
Zakrzewska-Pniewska et al. , 2012L15] Poland NINCDS-ADRDA criteria 25-91 10 54 0 37
Allan et al. , 2007L11) UK NINCDS-ADRDA criteria Over 65 13 38 5 38
Vitiello et al. , 1993[14] USA DSM-[[| and NINCDS-ADRDA criteria Not available 16 60 0 20

7 : AD & Alzheimers disease; NINCDS-ADRDA “}y National Institute of Neurological and Communicative Diseases and StrokeAlzheimers Dis-

ease and Related Disorders Association; OH & orthostatic hypotension

OH Control Odds Ratio Odds Ratio
Siudy or Subgroup Evenis Toial Evenis Toial Weight M-H, Fixed, 95% Ci M-H, Fixed, 95% CI
Allan, Ballard etal. 2007 13 38 5 38 #1.3%  3.43[1.0810.89] -
Allan, Ballard etal. 2009 2 38 0 339 58% 541[0.25 116.51] o
Freidenbery, Shaffer et al. 2013 40 100 8 88 401% 11.07 [4.12,29.70] ——
itiello, Veith et al. 19493 16 6O o 20 B.8% 15.20[0.87, 265.91] =
Zakrzewska-Pniewska, Gawel et al. 2012 10 54 o a7 B.O0% 17.70[1.00, 312.15]
Total (85% CI) 290 222 100.0% 8.27 [4.21,16.22] -
Total events a1 10
Heterogeneity, Chif= 3.08, df= 4 (P = 0.54); F= 0% t t t f
Test for overall effect: Z= 614 (P = 0.00001) LI i oH C-Jn1r01| B cg
OH Control Risk Ratio Risk Ratio
Study or Subgroup Events Toial Events Total Weight W-H, Fixed, 95% CI M-H, Fixed, 95% CI
Allan, Ballard etal. 2007 13 38 5 38 #1.3% 2.60[1.03, 6.58] -
Allan, Ballard et al. 2009 2 38 1] 34 41% 5.13[0.25 103.43] —
Freidenbetg, Shaffer et al. 2013 40 100 5 BB 438% T.04[291,17.09 ——
Yitiella, Veith et al. 1993 16 G0 0 20 61% 11.36[0.71,181.20) =
Zakrzewska-Priewska, Gawel et al. 2012 10 54 o a7 4.9% 14.51[0.88, 240.21] T
Total (85% CI) 290 222 100.0% 576 [3.15,10.55] A
Total events =al 10
Heterogeneity: ChiF= .67, df= 4 (P=0.48), F= 0% f f 1 f
Test for overall effect: Z= 567 (P = 0.00001) S L OH C-erolm o
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