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ABSTRACT

Objectives: This clinical study is to report Gami-Siryong-tang treatment of edema in a patient with cardiorenal syndrome
(CRS).

Methods: We used Gami-Siryong-tang, acupuncture, and moxibustion to treat a patient with CRS who had edema as a

chief complaint, while the patient was hospitalized for 2 weeks. We observed the changes in symptoms by measuring body
weight and calf girth.

Results: After treatment, the patient's symptoms including edema and dyspnea, and the general condition were improved.
The body weight and calf girth were also reduced after treatment.

Conclusion: Korean medicine, including Gami-Siryong-tang, may be useful for treatment of edema due to CRS.
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Table 1. Abnormal Laboratory Finding during Admission

Day Day Day Day Day
2 5 10 13 15

BUN* (mg/dL) 58 58 53 45 43
Creatinine (mg/dL) 451 491 487 469 46
CK-MB" (ng/mL) L1

Hb* (g/dL) 850 84 85 90 88

*BUN : Blood urea nitrogen
*CK-MB : Creatine kinase MB Isoenzyme
*Hb : Hemoglobin
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Table 2. Cardiac Marker 15 Days before Admission

Day-15

CK-MB* (ng/mL) 6.7
Troponinl (ng/mL) 0.058
BNP' (pg/mL) >4959
D-dimer (ug/ml DDU) 0.470

*CK-MB : Creatine kinase MB Isoenzyme
"BNP : B-type Natriuretic Peptide

2) Transthoracic echocardiography(TTE)

(1) 20164 03€ 169

@ Severe global hypokinesia of Left ventricle
with reduced global Left ventricle systolic
function(Ejection Fraction=16% by 3D)

@ Enlarged Left ventricle(left ventricular diameter
in diastole/left ventricular diameter in systole
=6.6/6.1 cm) & left atrium(=5.6 cm. Left
atrium volume index(LAVI) =829 mL/m%)
sizes

@ Moderate pulmonary hypertension(estimated
Right ventricle systolic pressure=63 mmHg)
with plethora Inspiratoryvital capacity

@ Moderate tricuspid regurgitation(ll/IV) with
tricuspid valve annular dilatation Tethered of
mitral valve with moderate mitral regurgitation
(Effective regurgitant orifice=0.33 cm®)

® Tissue-Doppler
Restrictive pattern of Left ventricle filling
(E/E'=344)

® Slightly dilated ascending aorta(=3.7 cm)
(4]
Suspected dilated cardiomyopathy, bi-ventricle
involvement
Moderate mitral regurgitation and tricuspid
regurgitation
Moderate pulmonary hypertension

(2) 2016% 03€ 284

@ Enlarged Left ventricle(left ventricular diameter
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in diastole(LVDd)/left ventricular diameter
in systole(LLVDs) =6.4/55 cm) & left atrium
(LA)(=53 cm. Left atrium volume index
(LAVI) =72.0 mL/m") size with normal wall
thickness

@ Global Left ventricle hyperpokinesia with
mildly depressed Left ventricle systolic function
(Ejection Fraction(EF) =41%, global longitudinal
strain(GLS) :-8.4%)

@ Tissue-Doppler
Pseudonormalization of elevated Left ventricle
filling pressure(E/E =28.3)

@ Mild to moderate tricuspid regurgitation( I /IV)
with tricuspid valve annular dilatation
Fibrothickened mitral valve with mild to
moderate mitral regurgitation(Effective regurgitant
orifice(ER0) =0.18 cm”)

® Slightly dilated ascending aorta(=3.6 cm)

® Moderate pulmonary hypertension(estimated
Right ventricle systolic pressure(RVSP) =
58 mmHg) with dilated Left ventricle filling
[#A4]

* F/U TTE since 2016\ 03€ 169
Much improved global Left ventricle systolic
function(Left ventricle ejection fracture(LVEF)
16=>41%)
Slightly improved Left ventricle diastolic function
and pulmonary hypertension
3) Electrocardiography(ECG)(2016%1 049 04<)
 Normal Sinus Rhythm, Nonspecific ST and
T wave abnormality. Prolonged QT
4) Abdomen sonography(2016%1 039 18%)

(1) Dilatation of hepatic veins due to passive
hepatic congestion

(2) small sized and increased cortical echogenicity
of both kidneys
-Chronic renal disease



(3) Several cysts in both kidneys
(4) Pancreas, Gall Bladder and spleen: unremarkable
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Table 3. Prescription of Gami-Siryung-tang (fn%k

LX)
Herbal . Relative
Botanical name

name amount (g)
5 Bupleuri Radix 6
Ak Cinnamomi Cortex 2
® 5 Scutellariae Radix 2
E 8 Alismatis Rhizoma 5
H ot Atractylodis Macrocephalae 4
ARERAS Poria 4
&% Polyporus 4
4 H Pinelliae Rhizoma 3
N % Ginseng Radix 2
H = Glycyrrhizae Radix 2
BESE S Paeonia Radix Alba 5
% Cnidii Rhizoma 5
% 8 Angelicae Gigantis Radix 5
Sty Rehmanniae Radix Preparat 5
1 Bk Anemarrhenae Rhizoma 2
M Phellodendri Cortex 2

Total amount 58
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gto|stA X|22 SH= Cardiorenal Syndrome EHAF X|& 12|
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Fig. 1. Changes of the body weight before and during admission.
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Fig. 2. Changes of the calf girth during admission.

Fig. 3. Changes of the input & output (1/0) during
admission.
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Fig. 4. Changes of the BUN/Cr. during admission.

BUN : blood urea nitrogen, Cr : creatinine
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