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Self-reported physical frailty in the elderly

BACKGROUND AND OBJECTIVE The ability to predict disability may provide an opportunity to offer early intervention to reduce
or postpone disability in the elderly. This study examined whether self-reported physical frailty can improve the prediction of disability among
the elderly.

METHODS This longitudinal study assessed self-reported physical frailty and subsequent disability in 355 Dutch individuals, ages 65
or older. A questionnaire was provided, which included queries concerning frailty and disability, with follow-up two and half years later.
Physical frailty was identified using components of the Tilburg Frailty Indicator ( TFT) , including unintentional weight loss, weakness, poor
endurance, slowness, low physical activity, poor balance, poor hearing and poor vision. Disability was measured with the Groningen Activity
Restriction Scale ( GARS). Those 65 years or older who completed questionnaires at both intervals were included in the analysis.

RESULTS All eight physical frailty components of the TFI were strongly associated with all three disability variables [ total, instrumen-
tal activities of daily living (IADLs) and activities of daily living (ADLs) ], assessed two and a half years later. Bivariate regression analysis
indicated that low physical activity predicted both total and ADL disability. Slowness predicted both total and IADL disability. Weakness pre-
dicted ADL disability. Weight loss, poor endurance, poor balance, poor hearing and poor vision did not contribute to the prediction of future
disability.

CONCLUSION This study suggests found that self-reported frailty assessments using the physical subscale of the Tilburg Frailty Indi-
cator can aid in predicting future disability among individuals 65 years of age and older.

[ 4% H : Gobbens RJ1, van Assen MA2, Schalk MJ. The prediction of disability by self-reported physical frailty components of the til-
burg frailty indicator. Arch Gerontol Geriatr,2014, 59(2) . 280-287. ]

Rehabilitation advances following total knee arthroplasty
BACKGROUND AND OBJECTIVE While total knee arthroplasty (TKA) surgery often succeeds in improving pain and function,

quality-of-life, lower extremity kinematic, and kinetic gait abnormalities often persist. This study evaluated the effects of a biomechanical
therapy ( Apos Therapy) for patients undergoing TKA.

METHODS This prospective study included 17 patients, all initiating treatment at three months post-surgery. The biomechanical thera-
py was designed to combine center of pressure manipulation in the foot with perturbation during walking. The system consists of two convex
shaped biomechanical elements attached to each of the patient’s shoes, one located under the hindfoot region and one located under the fore-
foot region of each foot.

Each patient trained with the device indoors during activities of daily living each day, increasing to 30 minutes per day after four weeks,
and 60 minutes per day after six weeks. Outcome measures included walking speed, step length, single limb support (SLS), changes in
pain, knee and overall function, and quality-of-life perception.

RESULTS Walking velocity improved by 46.9% , and SLS on the operated limb by 13. 1% . Pain improved by 65.3% , stiffness by
57.6% and function by 64% . The Knee Society Score for overall function improved by an average of 83.7% and the Knee Society Score for
knee function improved by 60.6% .

CONCLUSION This uncontrolled study of patients undergoing total knee arthroplasty found that biomechanical therapy, beginning at
three months post-surgery is associated with improvements in gait patterns, functional scores and self-evaluation questionnaire results.

[#% H :Elbaz A1, Debbi EM2, Segal G, et al. New approach for the rehabilitation of patients following total knee arthroplasty. J Ortho-
pedics. 2014, 11(2) . 72-77. ]
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