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# 1. myosin ATPase 4 (pH 9.4)
#. # Type C E, E. E,
£ & Type I |47.0+0.6650.0+0.69 [53.0+5.10|49.0:4.88} 2* 6%
Ho4 (A #%EZ) | Type I [53.040.66|50.0+0.69]47.0+5.10|51.0+4.88| 2* 6*
P 2 Type 1 |48.0:2.48|42.0:3.62145.0--1.21{45.0+-6.20| 1*
(T 4%y | Type O |52.0+2.48(58.0:3.62(55.0-1.21|55.0-6.20f 1*
o TA l!‘f%-ﬁ*“«)
o % (p<0.05) 1:CE. 2:CE,3:CE,
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# 2. myosin ATPase

iy (pH4.6)

= %+ Type C E. E. E,
© & | type A |20.0+2.30 | 28.0£3.66 | 26.0+9.41 | 24.0+2.90 | 1* 2*
0k (F-2 2k & 2) lypel, 1B, 1C |80.0-£2.30 | 72.03.66 | 74.0:9.41 | 76.0+£2.90 | 1* 2*
P 2t 2 | type IA |21.0:+7.47 | 18.0::3.64 | 17.0+8.57 | 15.0+8.73
(F2) 442 [ypel, IB,IC | 79.0-7.47 | 82.0+3.64 | 83.0+8.57 | 85.0+8.73
o FERE WEE (%) « %(P<0.05), 1:CE, 2:CE, 3:CE,
43 EE, 5:EE, 6 E.E,
% 3. myosin ATPase %44 (PH4.2)
z - % Type C E, E,; E,
. . |upeDA TIB[45.056.52 | 40.0+9.20 | 37.0:-11.9 | 42.0+8.24
T Type IC [1L.0+3.15|13.0+7.66|12.0+1.98 | 8.0+3.85
(P22 2) : ,,,
o . tvpe I |44.0:-1.83 |47.0+9.80 | 51.0-+2.60 | 50.0-+4.39 | 2
P # = |typellA, IB|45.00.30 [ 46.0+2.62 | 41.0:-5.70 | 40.06.62 | 3* 4* 5*
) | type IC [9.00:£1.65]9.004:5.29(9.00-:6.40 | 8.00+1.47
(»7-2]/\37,(1.{1;) ke
| type 1 | 46.041.96 |45.0-7.17 [50.05.53 | 52.0+3.61 | 3* 5% |
v Al WG (%) « % (p<0.05) 1:CE, 2:CE, 3:CE,
1IEE, 51EE, 6:EE,
F4. PASAY
Z’} '?‘ ’I‘_VPC C E1 Ez EJ
I . type 1 |43.0::2.29 |47.0-6.04 | 48.0:-7.49 | 46.079.24
(__:_]Zw‘w) ‘-‘i";lﬂﬁ‘;ﬁ? 39.0+1.75 [ 33.03.13 | 26.0-3.45 | 39,01 11,4 | 1* 2% 4* 6*
A A L -
PAS type IIA | 18.0=4.04 | 20.0:+7.85] 26.0+4.04 | 15.042.22| 2* 4* 6*
§ type 1 | 42.0+3.78]29.0+3.10 ] 33.0:+ 1.70 | 36.0 + 1.57 | 1*2*3%4*5%6*
2} = tvpe ]I B, IIC ;
4R | 88.02.52 | 52.0+5.77 | 52.0-6.20 | 52.04.55 | 1* 2% 3*
[ a4 - A _{;_ bl 217 .
°r type A |20.0% 1.26|19.0-2.67|15.0°5.24(12.0-2.98| 3* 4% 5*
o A AR () e % (p<0.05), 1:CE, 2:CE, 3:CE,

325, Typel /Typell tpH9.4)
C E, E. E.,
0.89 1.00 1.13 0.96
0.92 0.72 0.82 0.82
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A Histochemical Study of the Masseter Muscle Fibers -
of White Rat with Unilateral Edentulous Jaw

Hong Ryeol Rym, D.D.S., Sung Woo Lee, D.D.S.
Dept. of Oral Diagnosis & Oral Medicine,
School of Dentistry, Seoul National University

— ABSTRACT ~

The study of the muscle fiber composition and the muscle fiber type conversion during
unilateral edentulous condition was undertaken in the rostral superficial masseter muscle of the
white rat,

16 4-week-old male white rats weighing approximately 130 gm that crowns of left upper and
lower molare were cut intentionally, were divided into 4 groups (one control group and 3 ex-
perimental groups).

After experimental groups were sacrificied by etherization in 6 days(E,), 18 days (E;)and
36 days (E3) separately, samples of the rostral superficial masseter muscle were obtained bilateral-
ly and the proportion of type I, type IIA, type IIB and type IIC fibers was determined and
counted according to their histochemical activity of myosin ATPase (at pH 9.4, pH 4.6 and pH
4.2) and PAS staining.

The obtained results were as follows;

1. The rostral superficial masseter muscle of the white rat contained approximately 47.5% type

I fiber and 52.5% type II fiber,

2. Type I/Type Il ratio of molar-present side was increased significantly in the group E, (18 days
group).

3. Trype IIA fiber was increased at molar-present side and decreased at molar-absent side in ex-
perimental groups.
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