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PR I A 2 T B A 2 5 3, H o 52 450 1) 21 4 40 A 475
G20 RIS A0 A | /0N S 5T 4 L IR P B 0 L A X 4 2
TEAEARF NG 0 1E 5 A BRI R rh 47 i 1 A A € DRI T el 4 3k
S 200 0 4 T B X A Mg A e S ) ) B R A R A
MRS, BRTHIR R, A FET- TR 2CBR T I T2 FIIRSE , id
HE 3 FRIAFET, B A W (autophagy ) , IR B AR R 1T AR 7
PEAIsET . AR AR E RS, T AR T A AN
YL H P 54 i 2 T RS2 AL 200 2 1) e A R TR AR, B A 1Y
Wy I3 2 2 5 VS Tl A T A LS v, DA R A0 B8 R T, R R T
SBRA A P AE U R BhAST A,  AN  A AE RRE i
SR PEB A, AN AT 78 2R R0 0 20 A v e ) 81 ) T P Y
WA (AP 200 BTN | i P R AR AT ) L F KT
I WL T 2 (I B BT i D SOIRIE SR H S &
i DX 14 Ty A A 195 10 77 A T Sk 0 A S ™ AR SO Bt it
A e W A AR 10 2 4 A 0 DX A A L5 )
RERREAZ A DGR LA BCHH G T TS X JLAS 7 T #E T 2R3

R I 14 453 45 3oF 4% 2 Mo 2 47 200 B B P K 2 B9 3 )

— PHZTT

T 2 AT Y 7T Sk i A0 Y A A T R T 40T
(neuron) MFFIE LN, IR A i 28 50 T 9T A 728 1 19 28, 190 JoT R
SV A AN BRI o 20 A 22 53 B | X S S AL E 2
JHL N HERR S X i 285077 A= FE AR T, TR 28 00— HLAET 2K A
PRI IS, o BOME A5 A b 2 T e s 00 5 i L ) W R i A
Hefs e TP RREZE /RSN, X TR Lo R il E
SRR B R ARSI T LI A AR X
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I B, Y W0 TR A ) T 2 ol 228 78 TN 0 T ) 8 25 5
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S AT PR RS 25 T BOBUZ BB 14 Y W AT Al 8 A i SR 4
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Now anyone can kegel. one-time office teaching
of pelvic floor muscle exercises

OBJECTIVE In women with pelvic floor disorders, we sought to determine time-to-teach (TTT) correct pelvic floor muscle ( PFM)
contraction, prevalence of inappropriate muscle contractions, and the association between TTT with PFM strength (PFMS).

METHODS From August 2017 to April 2018, patients from 2 pelvic floor disorder clinics participated in a prospective study examining
PFMS. Assessment of PFMS was performed to obtain TTT, inappropriate accessory muscle, and Modified Oxford Grading Scale scores for pel-
vic floor muscle contractions 1 to pelvic floor muscle contractions 2.

RESULTS Of 100 women, 77 were from low-resource setting and 23 from high-resource setting. Mean TTT overall was 64.1 seconds
(£26.0; range, 9-160 seconds) , and mean TTT between settings was not significant. Mean overall TTT was significantly less than 90 sec-
onds. Seventy-one women (71% ) demonstrated at least 1 inappropriate accessory muscle, and of those, up to 50% of patients contracting 2
accessory muscle groups with abdominal muscles most frequently contracted at baseline. Thirty-nine percent of patients had a PFM contraction
of at least 3 at baseline compared with 82% of patients upon completion of teaching, with 60% of women with scores of 4 or 5. The mean
difference overall between baseline and pelvic floor muscle contractions 3 was 1.27 ( confidence interval, 1.08-1.46; P<0.001) , and this in-
crease was significant.

CONCLUSIONS One-time PFMS teaching can be done in a time-proficient fashion and is translatable across high-resource and low-re-
source settings. Most patients show improvement in PFMS immediately and can quickly acquire this learned skill for proper home practice.

[4# B :Nguyen MT, Armstrong AA, Wieslander CK, et al. Now anyone can kegel: one-time office teaching of pelvic floor muscle exer-
cises. Female Pelvic Med Reconstr Surg,2019 3/4,25(2) :149-153.DOI :10.1097/SPV.0000000000000671. ]



