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Objective : The purpose of this study was to inspect the effect of Oriental medicacl treatment with
following up NTx and absorbing rate of bone in degenerative osteoarthritis.

Methods : To obtain this result, we examinated 52 case of parents who visit Dept. of Acupuncture
and Moxibustion Oriental Medical Hospital. Taejon University. We observe their age, sex, symptoms and
change of NTx and ALP.

Results : As a result of this examination, we detected the fact that it's difficult to decending NTx,
but we are convinced that Oriental medicine has a good effect clinically.

Conclusion : We take very useful result from this study, and want to be put this knowledge to
practical use on treating Osteoporosis think the study like this must be go on continuously.

key words : NTx, ALP, Osteoporosis
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1) 3, F#3 NTx EH FER AE 0
Efl
BF A 51k btk FIER BEZH 54 Ute
o, g A4 51 Ligkol EH Mgl ulslel
E% $E7h g@mske Ae & F UATHTable 1).

Tabie.1. Age & Sex Distribution on NTx

Male Fernale
AgelSex Normal  Abnormal  Normal  Abnormal Total
31~40 2338 0(0.0} 1(1.9) 0(0.0) 36.7)
41~50  1(1.9) 0(0.0) 1(1.9} 0(0.0) 2(3.8)
51~60 6(11.5  0(0.0) 12(23.1)  0(0.0) 18(34.6}
6t~70 4(7.7) 000.0)  13(25.2)  0{0.0) 17(32.7)
et 109 0(0.0) 1001928 1019 12(23.2)
Total  14{26.8)  0(0.0) 37(1.3) 1(1.9) 52(100)
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2) @7 ALPY EH JFEF B WEE
iRl ALPY E® FERS B WEEE 25 Fh

o Bfkglel 2F EEHQY EME

yepgon, 479

718 LikolM JEEE 1571 UTH(Table 2).

Table.2. Age & Sex Distribution on

ALP

Male Female

Age\Sex

31~40  2(3.8) 0(0.0) 101.9)
$4~5 1(1.9) 0(0.0) 11.9)
51~60 6(11.5  0{0.00 12(23.1}
61~70  4(7.7) 0(0.0)  13(25.2)
THE  10.9) 0(0.0y  10019.2)
Total  14{26.8)  00.00  37(71.3)

Normal  Abnormai  Normal  Abnormal

Total

00.0) 3(5.7)
0{0.0) 2(3.8)
0(0.0) 18(34.6)
0(0.0) 17(32.7)
101.9) 12(23.2)
10.9) 52(100)

$ WA AR £A4 Aol 2A UA g3

T}H(Table 3).

4) ALP, NTx9 [E# JFIE®l He fiEfE

ALP, NTx®) E# FIE# He @EfEs ALP
E% NTxEE#HBC] 37(71,3%) 822 78 W3k
om, ALP, NTx 2% [E®#o] 14(26.8%) 822
7 o2 gel UebttH(Table 4).

Table 4. Normal & Abnormal Distribution on ALP & NTx

AP

: ALP ALP AP
. N Age\ALP  Normal Abnormal  Normal Abnormal Total
3) mEJ MR NTxS E# FEH B & NTx NI NTx NTx NTx ota
EfE Abnormal  Abnormal Abnormal  Normal

. 3~40 109 000 268 000 357

A | 1 e o i ]’ Al
‘_’ﬁﬁﬂj %EJ NTX—J [E gFIEI%Oﬂ gii @j%{ﬁ 41~50 00.0) 0(0.0) 2(3.8 0{0.0) 2(3.8)
= Degrative ArthritisB® Compression FxBol 5.6 615 o000 12033  000)  18(38)
A FEEES wgo] ¥ton, Bulging Discd 2 61~ 6018 000 11212 000 17@3D)
Table 3. Disease & Sex Distribution on NTx TRAE 108 t0e 10092 000 12230
Toltal 14268  101.9) 373 0(0.0)  52(100)

Male Female
SymptomiSex Normal Abnormal _Normal _Abnormal Tota

Compression Fx  000.00 1018} 4077}
HNP C-spine  00.0)  2@3.8  0(0.0)

HNP L-spine 10180 4770 0(0.0)
Degerative

Spondylosis 0(0.00 000 477

Degrative

Athritis 000.0) 119 1019

Bulging Disc 1.9 367 35T
Total 2(3.8) 11 (21 0) 12(23.0)

10(19.8)  15(29.4
367D 505
a7 80153)

A7 713.4)

6(11.5)  8(15.3)

2038  9(17.0)
27(52.2) _ 52(100)

Table 5. The Change of NTx according to Disease

5) NTx {8 #{b

10f9] B2EE S HR NTx #8 #ie
2% ofolM BRikel BiEZH EmEtgion, 161
oAt FRMe] BiE7E RA UttH(Table 5).

6) KB EREEK

IR S EH30(58.1%), RIF16(30.5%) #F

Disease\NTx Change Age Sex 1st Ex. 2nd Ex. Duration Changing Rate(%)
74 Female 1871 394.2 3 110.7
Comeression Fx 69 Female 55.9 110.4 1 97.5
68 Female 293.9 118.7 1" -59.6
75 Female 76.5 96.7 1 2.4
, 72 Female 106.2 126.5 12 19.1
HNP L-spine 68 Male 775 79.7 21 28
, - 40 Male 79.0 918 n 16.2
Degrative Arthiitis 69 Female 63.5 76.9 19 211
HNP C—spine 52 Male 56.5 159.9 32 183.0
Degerative 69 Female 63.5 76.9 19 13.4
Spondylosis
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Table 8. The Result according to Disease

Disease\Result Excellent Good Fair Poor Total(%)
Compression Fx 13(25.4) 1(1.9) 1(1.9) 0(0.0} 15(29.2)
HNP C-spine 1(1.9) 3(5.7) 1(1.9) 0(0.0) 5(9.5)
HNP L—-spine A7.7) 3(5.7) 1(1.9) 0(0.0} 8(15.3)
Degerative
Spondytosis 47.7) 3(5.7) 0(0.0) 0(0.0) 7(13.4)
Dagrative Arthritis 47.7) 2(3.8) 2(3.8) 0(0.0) 8(15.3)
Bulging Disc A7.7) A7.7) 1(1.9) 0(0.0) 9(17.3)

Total(%) 30(58.1) 16(30.5) 6(11.4) 0(0.0} 52{100)

H6(11.4%) TR00.00%Y <23 Yeyon
Compression Fx9 7$7} @&F7} 13(25.4%) %
7V #A JebstHTable. 6).
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