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The Saponin test of erythrocytes was carried out in eight patients with multiple
sclerosis (MS, four in acute stage and four in chronic stage) and a few patients
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with other neurological disorders.

The following results were obtained.
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1. All four acute MS patients showed the pattern of marked shortening of

TO. 5

end

and then three of four became to show the normal pattern on stable stage.

2. All four chronic MS patients showed the normal pattern.

3. ‘The normal pattern was noticed in two cases with acute viral myelitis and

two with acute retrobulbar neuritis.

4. Three patients with myotonic dystrophy revealed the pattern of T%3 shor-

tening as seen in the acute MS cases.

The results indicated the increased fragility of erythrocyte for saponin on

acute stage of MS and it suggested that the physicochemical properties of ery-

throcyte membrane could be alterable corresponding to disease activity.
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Table 1. Clinical details”of patients with multiple sclerosis
No Pt, Figh| H FEfm A Pr%liable Stage Sz\apcg&n = *
| (4) | Possible WA o ] 4 | Moot | B | K
1 K. Y. 18| F 5 probable | kA + + + +
2 Y. T. 2| F 9 probable 2P HA + + +
3 H.Y. 42 | M 1 probable foteait] + + +
4| M.T. |55 | F 5 probable | Zp:fH + + +
5 Y. T. 52 | F 9 probable P HA — + +
6 M. K. 29| F 4 probable PEPEHR - + + +
7 M. N. 19 | M 1 possible he A — + +
8 M. L 5 | F 1 possible MR — + + +
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Fig. 1. Profile of erythrocyte volume
changes after addition of saponin
solution

A = VIESWEERINET o initial MCV & max-
imum MCV 25 R E (maximum MCV/
initial MCV x100%) %3k, R +H=v
YsHEER N2> B maximum MCV L7g% ¥ To
Befa Tmax (B) & L7 (Fig. 1. Ficv
R=vFA b EFERABRCRKIRR, MK
fkgr sy —=v 7, BlkE R, &S
B, IgGE) 8z s o,

s R

1. EERATIE E09: 130+£2%, T4, : 37
1 4(R), TSy : 61+5(F), E05: 100%, Thax:
0(8), Tena: 68+15(H) TH-7e.

(9% 45 1983)

Acute stage

I .MCV il
70 50
M.MCV fl
0.9 90 70
%
0.9 140 150
Tmax sec
0.9 50 60
Tend sec
0.5 70 80
Tend sec
0.5 100 120
Tmax sec
0.5 0 40 80
E %

100 110 120

Chronic stage

I .MCV {1l
50
M.MCV fl
0.9 D)
%
0.9 110 150
Tmax sec
0.9 20 60
Tend sec
0.5 40 80
Tend sec
0.5 40 120
Tmax sec
0.5 80
E %

100 110 120

. Fig. 2. Diagrammatic representation of the
Saponin test in multiple sclerosis
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Fig. 3. The Saponin test in multiple sclerosis and myotonic dystrophy
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Fig. 4. Clinical course of M. T. patient
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