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Arthroscopic Posteromedial Release for Osteoarthritic Knees

Hideshige Moriya, M.D., Takahisa Sasho, M.D., Sakae Sano, M.D., and Yuichi Wada, M.D.

With Flexion Contracture

Purpose: To evaluate the clinical outcomes of a new arthroscopic procedure, arthroscopic postero-
medial release (PMR), and its potential use as a treatment option for medial-type osteoarthritic (OA)
knees. Type of Study: Retrospective analysis of clinical outcomes of a case series. Methods: Knees
with medial-type OA and flexion contracture were treated with PMR. They were classified usin g the
Kellgren and Lawrence (K/L) radiographic grading system and classified using magnetic resonance
imaging (MRI) into smooth (S) or irregular (IR) groups, based on the subchondral contour of the
medial femoral condyle. Clinical outcome was evaluated using the J apanese Orthopaedic Association
knee score (JOA score), verbal rating scale (VRS), and patient satisfaction. Results: Fifty-two
patients with 58 OA lmees were included in the study. The mean age of the patients at the time of
surgery was 71.6 years, the average ROM was from 13° to 129°, and the average follow-up period
was 3.3 years. Most of the knees were classified as K/L grade III or IV. Overall, the average JOA
score improved to 71.6 points from 56.3 points preoperatively, VRS scores decreased in most
patients, and 76% of patients were satisfied ac their last follow-up. The JOA score of the K/L grade
T knees improved to 76.9 from 60.4 points preoperatively and that of the K/L grade IV knees
improved to 69.5 from 55.3 points. The improvement in JOA score was less for the IR group, from
54.5 to 66.2 points, than for the S group, from 62.3 to 79.6 points. Five knees from the IR group and
1 from the S group were converted to total knee arthroplasty, Conclusions: Knees with relatively
advanced OA, for which arthroscopic debridement has conventionally been contraindicated, can be
treated with PMR if they are selected properly based on MRI findings. Level of Evidence: Level IV,
case series. Key Words: Arthroscopy—Knee—Osteoarthritis—Debridement-—MRI—Contour.

he application of arthroscopic procedures to the

osteoarthritic (OA) knee is thought to be limited
o the initial stages of the disease, Of the various
arthroscopic procedures, arthroscopic debridement is
a widely performed surgical procedure and its effec-
tiveness is accepted by many orthopaedic surgeons.!-s
Some authors recommend that it should be restricted
to patients in the early stages of OA, and some
recommend that it should be limited to patients
younger than 60 years who have minimal deviation of
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the mechanical axis.”® However, even when patients
are selected properly, the long-term results of this
procedure appear to be less than satisfactory because
approximately 10% to 50% of patients need total knee
arthroplasty (TKA) within several years*9.19 Some
even imply that arthroscopic debridement produces
only a placebo effect.!! However, the merits of arthro-
scopic surgery as a treatment option for QA knees
should be considered.

In 2001, Leon et al.!2 reported that their arthro-
scopic procedure, named arthroscopic decompressive
medial release (ADMR), provided excellent results for
medial-type osteoarthritis. Their technique is to un-
load the medial compartment by releasing the medial
capsule and medial collateral ligament (MCL) through
the portals used for arthroscopy. They cut the medial
third of the capsule transversely 1.5 em proximal to
the medial meniscus, and also cut the MCL trans-
versely at the same level, They attribute their success

1030 Arthroscopy: The Journal of Arthroscopic and Related Surgery, Vol 20, No 10 (December), 2004 pp 1030-1039



ARTHROSCOFIC PMR FOR OSTEOARTHRITIC KNEES 1031

Ficure 1. The arthroscopic PMR method. (A) Typical arthroscopic findings of the medial compartment in our seri¢s are presented.
Extended eburnated areas were observed both on the femoral condyle and the tibial platean. Scanty patches of fibrous tissue were also
observed. The medial meniscus was highly degencrated and torn. (B) The first step of PMR is subtotal meniscectomy: the middle-to-posterior
segment of the meniscus is excised until the joint capsule (*) is visible. (C) Then the joint capsule, together with the attachment of MCL,
is exfoliated from the medial tibial plateau. A periosteal elevator (open arrows) is used for this step. After the meniscectomy and release of
the medial side of the joint, valgus and extension stress is applied to the knee joint to widén the joint space of the medial compartment, This
will allow the extension of the knce joint as much as possible and will create valgus instability at 30° of flexion. (D) The tendon of the

semimembranosus is visible through the opened capsule.

to a decreased adduction moment and increased ex-
ternal rotation. In 1960, Loeffler!3 reported on a pro-
cedure including open resection of MCL for releasing
the medial side of the knee joint as a treatment for
knees with medial-type OA. Several authors reported
success with this technique with middie- to long-term
follow-up.14!5 We started to use arthroscopic release
of the medial side of the knee joint in 1997, based on
the successful results described in these reports as well
as on our frequent observation of changes in the

adhesion of the medial joint capsule to the medial
tibial plateau when we perform arthroscopic debride-
ment for medial-type OA knee with flexion contrac-
ture. In this study, we report the results of our arthro-
scopic procedure, which we call arthroscopic
posteromedial release (PMR). We release the medial
compartment of the knee joint by exfoliating the me-
dial capsule and MCL from the medial tibial plateau
after meniscectomy. We have applied this procedure
to medial-type OA knees with flexion contracture that



