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A Clinical Study of Buerger’s Disease

Soo Bong Hahn, M.D., Dae Yong Han, M.D., Nam Hyun Kim, M.D.,
Byeong Mun Park, M.D. and Hong Kyu Lee, M.D.

Department of QOrthopedic Surgery, Yonsei University College of Medicine, Seoul, Korea

Buerger’s disease was first identified in 1908 by Leo Buerger as a distinct clinicopathological entity,
which causes severe pain and necrosis on distal parts of the extremities and occurs especially in yo-
ung male adults. In spite of many treatment modalities, it is not completely cured but results in am-
putation in the long run. So, we studied a total of 120 cases of Buerger’s disease, who were admitted
at Yonsei University, Severance Hospital from Jan., 1975 to June, 1985 and we obtained the following
results.

1. All the patients were male and majority of them were under 40 years of age(69.29%).

2. 118 cases were smokers and 2 cases were non-smokers.

3. The initial symptoms were resting pain, necrosis, and color change in descending order of fre -

quency.

4. Diagnoses were made mainly by angiogram(75.89) and most common site of obstruction was
popliteal artery(49.49).

5. After sympathectomy and angioplasty, there was temporary relief of symptoms, but none showed
good results after long term follow up. As a result, amputations were performed after sympathec-
tomy in 47 cases(39.2%), of which 36 cases(76.69%) received that surgery within 2 yeas after sy-
mpathectomy.

6. The pressure index not only helps diagnose the disease but also is a very useful method to ob-
jectively assess the severity of the initial symptoms and postoperative results.

Key Words: Buerger’s disease, Thromboangiitis obliterans
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Table 1. Age and sex distribution

Age Male Female No.(%)

21~30 19 0 19(15.8)
31~40 64 0 64(54.4)
41~50 21 0 21(17.5)
51~60 9 0 9( 7.5)
Over 50 7 0 7(5.8)
Total 120 0 120(100.0)

Table 2. Past medical history

Medical disease No.(%)
Diabetes mellitus 4(3.3)
Pulmonary Tbec. 7 (5.8
Hypertension 2.7
Total 13(10.8)

Table 3. Amount of smoking

Amount (pack-years) No. (%)
5~10 14(11.7)
11~15 42(35.0)
15~20 56(46.6)
21~25 6( 5.0)
Total 118(98.3)

4 10Wd-¢ s)g.on 5 pack-yearsz} FE~5190e. 1
Az} 15~20 pack-years 7} 56¢l (46.6 %) 24 7}3F
gkoke} (Table 3).
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Ak we a9 FAozA F444 5Fo
984l (81.7%) 24 7H& wgkorm cho] 3|53 4}
24 464 (38.3%), = 42| H4uisist 354 (29.2%)
9] Zo] it} (Table 4).
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Table 4. Initial symptoms

Symptom No. (%)

Resting pain 98(81.7)
Intermittent claudication 23(19.2)
Coldness 17(14.2)
Color change 35(29.2)
Necrosis 46(38.3)

Table 5. Duration of symptoms

Duration (yrs.) No.(%)

Below 1/2 64(53.3)
Over 1/2~below 1 10( 8.3)
Over 1~2 15(12.5)
3~4 9( 7.5)
5~6 5( 4.2)
7~10 11(9.2)
Over 10 6( 5.0)
Total 120(100.0)

Table 6. Methods of diagnosis

Method No. (%)
Angiogram 91(75.8)
Clinical symptom only 17(14.2)
Clinical Sx.+ Doppler 12(10.0)
Total 120(100.0)
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Table 7. Sites of obstruction

A, A4 A mH YL Ao +
4 Ao A4 HAE 324 (26.7
%), RzHAA HAEF A= " ) 474 (39.2%) 4}
A cial g A9 234 (18.4%) ol 4 AP slgi e
o HAAFEE 244 APl c)(Table 8).
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17124 AA2 36.3%F A9 6704
1w 4lo] 7} 114 (23.4%) o] Sivt. o] ol Hets
& kel A& 364 24 76.6 %0l st o] of
22l &z=lsb 2 dolloll B AAEF A7
g4 A8 kgt (Table 9).
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Site No.(%) 10. gteix|o) &9
Lower ext Ak YUY BAsk DA BAFolok 2k
Femoral 2(2.0 AYEF 4Fol 2T AAF4] 670 Ykl o
Popliteal 49(48.5) dx 48 2A5c), ot 4o 2y o AotE
Ant. tibial 17(16.8) WO i) o}Edy] Ly Ewo|u) FujEuo] £
Post. tibial 29(28.7) 7 e 25t TS Bzt AAE 2
Upper ext. 2ol Ageds $E4 ASE dad A
Radial 404.0 F 1814 HA+E FHHAo 2 Ak 4
Ulna 0€ 0.0) 44 HEAE 0.65, +5F aFolhel 33T A
Total 101(100.0) FAE 112, 9AFA 6AYRe] 24 FFA
*Both lower ext.; 8 cases + 0.880] %ic}(Table 10).
Both upper and lower ext.; 2 cases
Table 8. Methods of treatment
Method No. Total No.(%)
Sympathectomy 32(25.6)
Thoracic 0
Lumbar 32
Sympathectomy (lumbar) + amputation 47(39.2)
Below ankle 12
BK. 31
AK. 4
Amputation only 23(18.4)
Below ankle 14
BK. 7
AK. 2
Angioplasty (endarterectomy with vein graft) 2 2( 1.6)
Conservative 21 21(16.8)
Total 125(100.0)

*Bilateral amputation; 5 cases
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Table 9. Duration between sympathectomy and
amputation

Y912 ol stel 47 YUY Lrolekn FA5A
3l 3 5]
“

Duration (yrs.) No.(%) o] A+ ¥
Below 1/2 8(17.0) olck. &, A2l ofF-Fo] 354 njnke] Fx}gkzte]
Over 1/2~below 1 11(23.4) gk A, g2 g4 kAR ohel A4
Over 1~2 17(36.3) AAE wdgched, F9¢ she ARPEdlAlA W
3~4 4( 8.5) Hioted, 53 98 Tk e AL Pl
Over 5 7(14.8) gb o] A3kel st HEAU AdEos 4,
Total 47(100.0) 23 eb A4 AT wiE 5ol o
Table 10. Pressure index
Preop Postop Followup 6 Mo. No. of cases
Involved limb 0
Sympathectomy 0.68 1.11 0.87 16
Angioplasty 0.53 1.20 0.95 2
average 1.65 1.12 70.88  Total 18
Normal limb 1.31 1.31 1.31

able 11. Arteriographic distinction between Buerger’s disease and atherosclerosis
Table 11. A phic distinct betw B s d d ath 1

Aspects

Buerger’s

Atherosclerosis

Size of arteries involved

Upper versus lower ext. involvement
Extent of occlusive changes
Appearance of collateral circulation
Evidence of atheroma in arger vessels

Small and medium
Both upper and lower
Segmental

Tree root configuration
Absent

Small, medium and large
Lower ext. predominantly
Diffuse

Not specific

Present
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Fig. 1. The A-P and Lat. X-ray of angiogram of a 27 year old male patient with Buerger’s disease.
The arrow indicates the so-called cork-screw appearance (Martorell sign) of collateral circulation.
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