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A Case of Nephrotic Syndrome with Cerebral Infarction

Hyeong-Hwan Kim, Seon-Kang Kim, Chul-Soo Park, Joong-Hwan An, Jong-Dae Kim

Department of Oriental Medicine, Dongguk University

Nephrotic syndrome(NS) is characterized albuminuria, hypoalbuminemia, hypertipidemia and edema. The thromboembolic complications of
NS are reasonably common and have a broad range of clinical manifestations. The treatment of NS is empirical and symptomatic because the
etiology and pathogenesis are unknown.

We report treatment of patient who has been afflicted with NS for 20 years. He complained edema, dyspnea, Rt. hemiparesis, aphasia. We

treated him with converting enzyme inhibitor, steroid, three kinds of herb-medicine for 45 days. The patient improved in clinical symptoms and
routine chemistry, urine analysis test.

Key Word : Nephrotic syndrome, Hypoalbuminemia, Edema.
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Table 1-1. The change of clinical manifestation

3/15 3/17 3/18 3727 4/6 421 4/28
dyspnea ++ + - - - - -
abd. discomport ++ +++ + - - -

Rt frank pain -+ +++ + + - - -
nausea ++ - - - - - -
headache ++ ++ + T - - -
dizziniss + + + + + + +
fatigue + + + + + + +
both leg numbness + + + + + + +
thristy + + + + + + +
Rt hemiparesis G2/G3+ G3+/G3+ G3+/G3+ G4-/G4- G4-/G4+ G4-/G5 G4-/G5
edema +++ -+ ++ + - - -
fever 376C 370C 36.6T - - - -
motor aphasia +++ +++ 4+ ++ + + +
purlish striae ++ ++ ++ ++ + + +
+++: Severe ++: Moderate +; Mild +: Trace
Table 1-2. The change of clinical manifestation
3/15 3/16 3/30 4/6 4/21 4/28
e WEEH HEEN e ¥4 iz ¥
L/ EE FIRKLIE BIRKLIE HIRAL EHXHE HHLE Gk
= HEE asE HERE HE =R =3
brief Sx; 47|84 &4 2 %oﬂ Table 2-1. Routine UA
A 78\d nephrotic syndrome g & , 3/16 4/10 4119
71 B v 7} 3z oo SG 1015 1.020 1.010
- T_“F 200 & 82 g 4 70 50 50
prednisolone 5mg 5-10T qd & £4& Nitrate B} . -
sgon $Fol 4¢ e Lasixy  Proed - TR :
e _ N Glucose + TR ++
albuming 2-33/17]Y 7HH 02 & Ketone - - -
_-.‘_E_] z A7) C/C Hl—-a—}.o:] A B sk Urobilinogen - - -
Hel Ag Be Blood + ] )
A+ 24 98
ALEAL Tl A7 HiE Table 2-2. Routine CBC, Diff.
1) A5 X OlEH = 3/16 3/29 4/6 419
(Table 1-1. Table 1-2.) WBC (x 10%) 13.33 1320 12.05 9.42
RBC (X109 5.68 557 . 5.70 5.36
AL A Platelet (X 107) 301 527 393 301
2) BAL 24 HGB . 162 154 162 14.8
@ Routine UA(Table 2-1.) N-segmented 723 787 574 737
. . Lymphocyte 15.6 14 293 159
@ Routine CBC, Diff.(Table 2-2.) Monocyte Py 34 e pp
® Routine Chemistry(Table 2-3.) ESR 69 19 17
@ 24h Urine(4¥ 6%)
Total protein : 1g
Cer: WNL Urine osmotic pressure : WNL hemorrhagic-infarction
HBsAg, RA test : (-) ® HAAEHE ZA 2 A chest PA; mild cardiomegaly
PT, aPTT : WNL 34 149 KUB; paralytic ileus

UA-Na, K, Cl1: WNL

brain CT (Fig. 1.); acute Lt MCA
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Table 2-3. Routine Chemistry

3/16 3121 3/29 4/6 4/19
Total protein 4.0 53 6.1 7.2 6.6
Albumin 1.7 25 33 43 42
Total bilirubin 0.36 0.21 0.31 0.39 0.38
Glucose 126 123 123 163
Cholesterol 466 351 243 315 236
LDL 349 160 192
TG 233 223 312
Total lipid 1300 859 1085
HDL 701 33 61
BUN 13 12 12 13 11
Creatinine - 08 0.9 0.9 0.9 0.8
ALP 33 118 97 95 75
AST 22 29 29 33 14
ALT 17 20 34 37 27
Na 136 133 145 142 141
K 3.8 49 44 39 41
Cl 99 96 104 104 104
Table 3. Medicine
Herb-medication Medication
3/15-18 AEEHINERS 20% albumin 100ml1 LV.
3/19-23 EHEER prednisolon 15mg q.d
Ramace 5Smg q.d
3/24-30 EERERVERS calcort 36mg q.d
ASA 100mg q.d
Ramace 2.5mg q.d
3/31-4/6 BRI B+ AR T calcort 24mg q.d
ASA 100mg q.d
Ramace 2.5mg q.d
4/6-15 FRERIE ST AR A calcort 6mg q.d
ASA 100mg qd
Ramace 2.5mg q.d
- 4/15-28 IR B BT T A B A calcort 3mg q.d
ASA 100mg q.d
Table 4. Change of Input / Output
3116 3/18 3/31 4/6 4/15 4/28
Input(cc) 850 2150 2600 2660 2200 2560 2550
Output(cc) 1450 2600 3300 2500 2500 2200 2050

USG kidney (Fig. 2.); diffuse fatty
liver with R/O C.S and focal
parenchymal calcifications in Rt
hepatic lobe, renal parenchymal
disease, both.

3) |2 }A 2= (Table 3.)

4) A{zto| BiBH(Table 4.)
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Fig. 2. USG kidney (3. 19)
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