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The Effect of Conservative Therapy on Thoracolumbar

Intervertebral Disc Disease on 15 dogs

Hyun-Jung Han, Soon-Wuk Jeong', Joon-Young Kim, Man-bok Jeong and Je-Sun Kim

Department of Veterinary Surgery College of Veterinary Medicine, Kon-kuk University, Seoul, 142-701, Korea

Abstract : Fifteen dogs with clinical signs of paraparesis, paraplegia and urinary dysfunction were referred to
Veterinary Medical Teaching Hospital, College of Veterinary Medicine, Konkuk University. According to physical
and neurologic examination, survey radiograph and myelography, these patients were diagnosed as thoracolumbar
intervertebral disc disease. All of them were treated with medical (prednisolone or carprofen, antibiotics), acupuncture
(Ji Zhong, Bai Hui, Zhong Shu, Pang Guang Shu, Zu San Li, Huan Tiao) and physical therapy (hydrotherapy,
thermotherapy, massage, manipulation, swimming). Of twelve patients were recovered of neurologic deficits within
21 days after the onset of treatment. However, three dogs were not resolved, which were found to have other spinal
cord disease concomitantly. All of patients showed normal urination after treatment. Until 21 months after treatment,
there were no recurrence in twelve patients. This study indicated that the conservative therapy could be effectively
managed in paraparesis or paraplegia and urinary dysfunction which caused by intervertebral disc disease.
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Table 1. Clinical grading in animals with rear limb paresis and
ataxia

Grade Clinical signs

a  Paraplegia (no purposeful movement)

Severe paraparesis (unable to stand to support weight;
b  when supported by the tail, there is slight voluntary
movement of the rear limbs)

Mild paraparesis and ataxia (can stand to support
¢ weight but frequently stumbles and falls; "drunken
sailor gait")

Can stand to support weight and walk with minimal
paraparesis and ataxia

e  Normal strength and coordination

Table 2. Grade of pain

Grade pain
0 Abscent
1 Mild (only back pain)
2 Moderate (back and hindlimb pain)
3 Severe (idiopathic and systemic pain)

Table 3. Clinical grading of neurological deficits

Grade Clinical signs
I Pain
II Ataxia, conscious proprioceptive deficit, paraparesis

I Paraplegia
v Paraplegia with urinary retention and overflow

Paraplegia, urinary retention and overflow, loss of

\% ? .
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Fig 1. (a) Intervertebral space narrowing between L2~L3; (b)
Intervertebral disc herniation between L3~L4, Intervertebral
disc calcification between L5~L6.
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Table 4. Improvement of urinary dysfunction in patients with grade IV of neurologic deficits

Days after treatment

Case :
1 2 3 4 5 6 7 8 25
2 0 +2
4 0 0 0 o+l +1 +2
5 0 0 +2
7 0 +2
8 +1 +1 +1 +1 +1 +2 -
S 0 0 +1 +1 +2
11 0 +2
12 0 0 0 0 0 0 0 0 +2
14 0 0 0 +1 +1 +1 +1 +2
0: anuresis +1: urinary incontinence +2: normal urination
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Fig 2. Recovery period on neurologic deficits following
Grade.
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Fig 3. Comparison of improvement of neurologic deficits

between medical therapy(M) and medical, acupuncture, phys-
ical therapy (M.A.P)
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*Muscle atrophy
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Fig 4. Comparison of regeneration of muscle atrophy
between medical therapy(M) and medical, electroacupuncture,
physical therapy (M.A.P)

*muscle atrophy; 0: normal 1: mild 2: moderate 3: severe
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Table 5. Comparison of improvement of deficits between medical therapy (M) and medical, acupunture, physical therapy (M.A.P)

Treatment Numbers of patients Grade Numbers of patients ~ Recovery rate Mean timefor recovery
GII 3
M 6 GIII 1 100% within 20 days
GIv 2
G II 2 .
M.AP. 6 100% within 19 days
G1Iv 4
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*Pain
.

Days

Fig 5. Comparison of pain control between medical ther-
apy(M) and medical, electroacupuncture, physical therapy
(M.A.P)

*pain; 0: abscent 1: mild (only back pain) 2: moderate (back
and hindlimb pain) 3:severe (systemic pain)
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Table 6. Reccurence rate after treatment

Months after treatment

5 10 15 21
N.R.P'/N.T.P? 0/12 0/10 0/7 0/3
Reccurence rate 0% 0% 0% 0%

N.R.P': numbers of reccurence patients
N.T.P? : numbers of total patients
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