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Quantitative Assessment of Esophageal Movement Using Radionuclide

in Patients with Systemic Sclerosis

Hee Seung Bom, M.D., Myung Hae Lee, M.D., June-Key Chung, M.D., Myung Chul Lee, M.D.
Sung Jae Choi, M.D, In Sung Song, M.D. and Chang-Soon Koh, M.D.

Department of Internal Medicine, College of Medicine, Seoul National University

Nineteen patients with progressive systemic sclerosis were underwent radioisotope esophageal
transit study (RIETS) which revealed abnormal transit time and/or pattern in 16 (84.2%). Among
them 12 showed to and fro movement of RI and 4 showed retention of it. Abnormal esophageal transit

was not related with Raynaud phenomenon.

After intravenous administration of metoclopramide (10 mg), percent retention of RI in distal 2/3

of esophagus was significantly reduced (p<0.05).
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Schematic representation of esophageal transit time (E.T.T.} and
percent retention (% R.}. Time-activity curve of esophagus can be

devided into 2 components; rapid and residual ones.

i

'4F

Table 1. Profiles of 19 Subjects with Progressive Systemic Sclerosis

No. Age Sex Raynaud P_* Dysphagia Rl transit ** E.T.T.*** Grade ****
1 24 F — Normal 9 —
2 28 F - Incoordinated .>60 ++
3 38 F + — Incoordinated 10 +
4 49 F - — Incoordinated 17 +
5 59 F + — Adynamic > 60 +++
6 44 F + Adynamic > 60 ++
7 47 F + Incoordinated 35 ++
8 37 M + — Incoordinated > 60 ++
9 42 M + — Incoordinated > 60 ++
10 51 F + + Adynamic > 60 +++
11 48 F + - Incoordinated > 60 ++
12 41 F + — Incoordinated 49 ++
13 63 F - + Incoordinated > 60 ++
14 7 F - — Normal 6 —
15 25 F + - Incoordinated 13
16 60 F + — Incoordinated 5
17 42 F + + Adynamic > 60 +++
18 6 M — — Normal 10 -
19 59 M — - Incoordinated 9 +

* P, ; phenomenon, ** Rl ; radioisotope, *** E.T.T. ; esophageal trasit time (seconds),
*%4% Grade of esophageal involvement (— ; normal, + ; mild, ++ ; moderate, +++ ; severe)
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Fig. 2. Changes in percent retention (%R) and esophageal
transit time (E. T. T.) after iv administration of
metoclopramide. Only %R reduced significantly
(P< 0.05) after metoclopramide iv.,
(Abbreviations : B ; baseline, M ; metoclopra-
mide, NS ; not significant).
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Fig. 3. Percent retention of radioisotope in proximal,
middie and distal 1/3 of esophagus before and
after iv administration of metoclopramide.

Abbreviations ; same as Fig. 2.
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