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Case Report of Impaired Fasting Glucose Improved with Korean Medicine Treatment
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ABSTRACT

Diabetes mellitus, commonly known as diabetes, comprises a group of metabolic disorders characterized by a high blood
sugar level over a prolonged period of time. Diabetes is classified into type 1 diabetes and type 2 diabetes, and the incidence
and prevalence of diabetes, mostly type 2, have increased remarkably in recent decades. A diagnosis of type 2 diabetes is
greatly influenced by heredity, and it is important to prevent diabetes in people with a family history by improving lifestyle
and environmental factors. Controlling overeating, obesity, lack of exercise, and stress is effective to prevent diabetes.

The patient in this case report had impaired fasting glucose and mild hyperlipidemia. The patient experienced improvements
in these sequelae after the administration of herbal medicine ( Yangkyuksanwha-tang) for 12 weeks and the implementation of
a plant-based diet.

The complete blood count, XXXX, fasting blood sugar, HbAlc, insulin, and C-peptide levels were measured, and the Homeostatic
Model Assessment for Insulin Resistance (HOMA-IR) and HOMA-B were calculated according to the FBS and fasting insulin levels.

Total cholesterol, triglyceride, FBS, and HbAlc levels all decreased after 12 weeks compared with baseline measures. There
was no change in the insulin secretory ability: the C-peptide level did not change as a result of B-cell function: and the
HOMA-B level reflected an improved insulin secretory ability.
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Table 1. Blood Chemistry Examination

, 12
Smsee weeks  weeks
AST 21 22 22 1U/L
ALT 18 20 15 IU/L
r-GTP 40 30 48 IU/L
ALP 44 68 59 IU/L

Total bilirubin 1.3 0.35 06 mg/dL
Total protein 75 7.2 7.2 g/dL

Albumin 45 42 48  g/dL
total cholesterol 229 209 207 mg/dL
TG 224 195 121  mg/dL

HD L-cholesterol 54 40 46  mg/dL
LDL-cholesterol 144 116 125  mg/dL
BUN 16.7 14 184 mg/dL
Creatinine 1.07 0.97 1.04 mg/dL
Uric acid 75 78 7.8 mg/dL

Table 2. Glucose Metaholism Related Examination

. 12
Baseline weeks weeks

Fasting glucose 117 91 83 mg/dL
HbAlc 5.4 43 4.5 %
HbAlce-IFCC 35 24 26 mmol/mol
HbAlc-eAG 109 77 82 mg/dL
c-Peptide 1.6 1.9 15 ng/mL
insulin 5.7 0.6 48  pU/mL
HOMA-IR 076 086 0.1
HOMA-B 67 84  8L7 %
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Table 3. Composition of Yangkyuksanwha-tang

Herb Scientific name

Dose

(g)

e Root of Hehmanniae Radix Recens 8
71 g Stem and branch of Lonicerae
IV Eii‘
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8

8

4

Leaf of Mentha canadenisis 4
Rhizome of Anemarrhenae Ehizoma 4
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Fig 1. Change of fasting glucose, total cholesterol, TG and LDL-cholesterol.
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