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Multiple Myeloma: A Clinical Study on 21 Cases

Joun Young Huh, Tack Gyun Lee, Young Joo Byun, Jung Yook Hur
Yoon Nyun Kim, Ki Young Kwon, Hong Suck Song

Department of Internal Medicine, Keimyung Unirversity
School of Medicine, Taegu, Korea.

A clinical study was done retrospectively on 21 patients with multiple myeloma who were
admitted to the Dong San Hospital, Keimyung University between March 1973 and December
1983. The results of this study were as follows:

1. Male to female ratio was 1.1: 1 and the age distribution was between 36 and 73 with mean
age 51.9 years.

2. Pain was most frequent symptom (19 cases: 90.5%) and the location of pain in order of
frequency is back (15 cases: 71.4%), chest (11 cases: 55.6%), hip (10 cases: 47.6%), shoulder
(5 cases: 23.8%).

3. Bone X-ray findings showed osteolyic lesion in 16 cases (76.2%) which were frequently
noticed in skull, femur and pelvic bone in order of frequency, and vertebral collapse in 13 cases
(16.9%) and generalized osteoporosis in 11 cases (52.4%).

4. Hematologic findings revealed anemia in 85.7%, leukopenia in 19.0%, leukocytosis in 28.6%,
thrombocytopenia in 23.8% and accelerated ESR in 100%.

Bone marrow studies were done in 18 cases showed hypercellularity in 83.3%, normocellularity
in 16.7% and percentage of plasmocyte was increased over 30% in 61.1%, 10—30% in 38.9%.

5. Other laboratory findings revealed proteinuria in 81.0%, Bence-Jones Proteinuria In 42.89%,
hypercalcemia in 38.1%, azotemia in 51.1%, creatinine over 2 mg% in 38.1%, hyperuricemia in
52.49%, hyperproteinemia in 47.6%.

6. Serum protein electrophoresis was performed in 19 cases revealed M-component located on the
fraction of beta-globulin in 4 cases, of gamma-globulin in 12 cases and 3 cases had no M-peak.

Urine protein electrophoresis was done in 15 cases revealed M-component located on the fraction
of beta-globulin in 3 cases, of gamma-globulin in 8 cases and 4 cases had no M-peak.

7. Types of immunoglobulin were as follows: The IgG in 10 cases, IgA in 5 cases and IgD in 1
case, and the mean concentration of M-components were 4.5 gm% in IgG type, 4.7 gm% in IgA

type and 1.9 gm% in IgD type.
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8. Light chain type by immunoelectrophoresis showed kappa type in 7 cases and lambda type

in 6 cases.
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Table 1. Annual Incidence

1973 1
1975 2
1276 2
1977 1
1978 i
1979 2
1980 2
1981 3
1982 2
1983 5
Total 21
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Table 2. Age & Sex Distribution.

Male Female Total
31—40 1 2 3
41—-50 3 2 5
51—60 5 6 11
61—70 1 1
71—-80 1 1
Total 11 10 21
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Table 3. Duration of Symptoms.

—1 Month
1—3 Month
3—6 Month
6—12 Month
Over 1 Year
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Table 4. Cardinal Symptoms

Pain

Back

Chest

Hip

Shoulder
Cough
General ache
General weakness
Nausea & Vomiting
Fever
Headache
Dizziness
Epistaxis
Gum bleeding
Numbness

19(90.5%)
15(71.4%)
11(55.6%)
10(47.6%)
5(23.8%)
11(55.6%)
7(33.3%)
6(28.6%)
6(28.6%)
6(28.6%)
6(28.6%)
5(23.8%)
4(19.1%)
3(14.3%)
2(9.5%)

Table 5. X-ray Findings.

Osteolytic lesion

Skul

Femur

Pelvic bone

Rib

Mandible
Vertebral collapse
Generalized osteoporosis
Fracture

Rib

Humerus

Pubic bone

16(76.2%)
15
4
4
2
2
13(61. 9%)
11(52. 4%)
5(23.8%)
1
1

Table 6. Hematologic Findings

Peripheral Blood
Anemia (Hb<i2 gm%)
Leukopenia
Leukocytosis
Thrombocytopenia
Accelerated ESR
Rouleaux formation

Bone Marrow (N=18)

18(85.79%)
4(19.0%)
6(28.6%)
5(23.89%)

21 (100%)

16(76.2%)

Celluarity: Hypercellular 15(83.3%)
Normocellular 3(16.7%)
Hypocellular 0 (0.0%)
Plasmocyte: Over 30% 11(61.1%)
20—30% 4(22.29)
10—20% 3(16.7%)
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Table 7. Laboratory Findings.

Proteinuria 17(81.0%)
Bence-Jones proteinuria 9(42.8%)
Hypercalcemia (Ca>11mg%) 8(38.1%)
BUN>20 mg% . 12(57.1%)
Creatinine>2mg% 8(38.1%)

Uric acid>5mg% 11(52.4%)
Hyperproteinemia (C8.0gm%) 107(47.6%)
Albumin <3. 2gm% 13(61. 9%)
Globulin>3.5gm% 13(61.9%)
A/G<1 15(71. 4%)
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Table 8. Findings of Serum Electrophoresis
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M-peak 10 5 i 16(84.2)
beta 4 4
gamma 10 1 1 12
Normal 3 3(15.8)

*L.C=Light chain only, N.S=Nonsecretory
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Table 9. Concentration of M-components &
Serum Total Protein.

IgG IgA IgD S No.(%)

Total protein

<6.0gm% 1 1 2(10.5)
6.0—8.0gm% 2 1 1 3 7(36.8)
>8.0em% 7 3 10(52.6)

mean(gm%) 9.2 80 7.2 6.8

M-component

mean(gm%) 4.5 4.7 1.9
range(gm%) 1.9 1.8
—9.1 —6.4

*L.C=Light chain only, N.S=Nonsecretory
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Table 10. Distribution of M-components.

Kappa Lambda Unknown Igtil %)
1gG 6 2 2 10(52. 6)
IgA 1 2 2 5(26.3)
IgD 1 1(5.3)
Light chain only 1 1 2(10.5)
Nonsecretory i (5.3)
Total 7 6 5 19 (100)

Table 11. Findings of Urine Electrophoresis

IgG IgA IgD Light chain Total(%)

M-peak
beta 2 1 3(20.0)
gamma 2 3 1 2 8(53.3)
Nopeak 4 0 4(26.7)
o
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