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A Case of Evans Syndrome Treated through Oriental Medicine

Sang-Ho Seo, Sang-Eun Park, In-Sun Choi, Ja-Won Jang, Sang-Hoon Hong

Department of Internal Medicine, College of Oriental Medicine, Dong Eui University

Evans syndrome, as originally described, refers to autoimmune hemolytic anemia accompanied by thrombocytopenia. The
autoantibodies in Evans syndrome are directed specifically against red cells, platelets, or neutrophils and are not crossreacting. The
incidence of autoimmune hemolytic anemia is estimated to be approximately 10 cases per million people. Many patients have
associated disorders, such as lupus erythematosus and other autoimmune disease, chronic lymphadenopathy, or
hypogammaglobulinemia. In Oriental Medicine, the approach to Evans syndrome is made in view of deficiency of blood. The
ailment was treated through methods of Oriental Medicine. Acupucture and herbal medicine were administered to patients diagnosed
with Evans Syndrome by ecchymosis at the lower limb after continued gingival bleeding. As a result significant improvement in
RBC, Hb, Het, and PLT were observed and complaints abated.

Key Words: Evans Syndrome, Autoimmune Hemolytic Anemia(AIHA), Idiopathic Thrombocytopenic purpura(ITP),
Deficiency of Blood( i)
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Table 1. The Change of Lab. Finding
312 3/19 3/30 HES @4
RBC 353 377 417 4.10~530 1094
WBC 752 7.88 736 4~10 10%
Hb 106 112 120 14~16 gldl
Het 34.1 356 382 42~52 %
MCV 96.6 944 91.6 80~100 fL
MCHC 311 315 314 32~36 gfdl
PLT 105 151 184 140~440 1074
Table 2. Herb Medication
713k A tE .
312~3/31 HIC 20g EEF 8g ekl % AR 6g (UL AVEBEE ATIDT A E R NT KHE 85 3 4¢

(Y1 ~9920d)  KEI0AH

Table 3. Acupucture Treatment
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12) Vital sign : BP 100/70mmHg, P 783)/min, T 37

€, R 203]/min.

9. FArtad

1) Chest PA(3/13)

No specific abnormal finding

2) EKG(3/13)

sinus thythm

normal ECG

3) Lab. finding (Table 1)
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D3tk g

S v 23 39 BEFo g 33, 4% 30

ol 19[120cc]/13]) 2 82| T} (Table 2)

2)HA s

% %(0.25 X 30mm, Dong Bang co. kr) 2.2 1~23]

/day 242 8}<3 ¢}, (Table 3)

3 P2

Deltacortef(Prednisolone) 55mg po gd

Curan(Ranitidine HCI) 300mg po gd 2 &-2-3}9]t}.
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Table 4. The Circumstances in which Acquired Hemolytic Anemia and Thrombocytopenic Purpura

I Primary acquired hemolytic anemia and thrombocytopenic purpura

1) With demonstrable immune mechanisms (Evans syndrome)
2) Without demonstrable immune mechanism (Idiopathic)

Il Secondary acquired hemolytic anemia and thrombocytopenic purpura

1) With or without demonstrable immune mechanism

(1) Administration of drugs

(2) Infection

(3) Liver disease

(4) Collagen disease
Systemic lupus erythematosus

(5) Sarcoidosis

(6) Hematologic condition
Leukemia
Lymphoma
Thrombocytopenic purpura
Congestive splenomegaly

(7) Renal disease
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