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thcare Corporation, Valencia, CA USA)& o]-&3]
o] 2L FYHoz Aysigod, 33 @
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Clg, ¥ fibrinogen®l ¥ 33 FAE ol &3t
o, glutaraldehyde®} osmium tetroxide® E2nA%E
294 & 3 uranyl acetate®} lead citrate2 g3}
o] H-500 Axdud o2 ANsgch
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Table 1. Patients Characteristics and Histologic Diagnosis

Case No. Age(Sex) Duration of ingestion(weeks) Chief complaints Oliguria Histologic Dx
1 42(F) 12 weakness - ATNY
2 48(F) 12 proteinuria - CIN?
3 59(M) 4 edema - ”
4 39(F) 2 nausea - AINY
5 21(M) 1 edema - "+MCD"
6 66(F) 3 days edema + AIN

regeneratmg stage of acute tubular necrosis
’ AIN : acute interstitial nephritis

2) CIN : chronic interstitial nephritis
¥ MCD : minimal change disease

Table 2. Renal Function and Urinalysis Findings on Initial Visit

Case No BUN Cr Cer 24Hr Up Urine
) (mg/dL) (mg/dL) (ml/min) (mg ) Glucose - RBC WBC
1 42(F) 12 weakness - + 1-5 -
2 48(F) 12 proteinuria - + 57 0-3
3 59(M) 4 edema - - 0- 3 0- 3
4 39(F) 2 nausea - - 2- 3 2-3
5 21(M) 1 edema - - 5-10 5-10
6 66(F) 3 days edema + - 5-10 5-10
Cer: creatinine clearance 24Hr Up: 24 hours urine protein
RBC, WBC: /HPF
Table 3. Hematologic, Blood Chemistry, and Serologic Findings on Initial Visit
WBC(eosinophil) Ca/P Uric acid _ 18(mg/DL) c3 c4 ANA
(¢/mm°®)(%) (mg/dL) “(mg/dL) G/AM (mg/dL) (mg/dL)
1 7.560( 2.1) 88/19 18 1540/225/100 53 23 -
2 4,200( 5.0) 8.0/35 30 2100/136/150 69 28 -
3 7,000( 8.0) 7.7/47 113 934/511/101 71 39 -
4 5,900( 6.0) 75/2.4 86 1420/225/158 64 21 -
5 11,500(14.0) 8.1/4.7 6.6 845/343/114 102 19 -
6 8,200( 3.0) 89/54 73 2492/336/144 43 40 -
Ca: calcium, P : phosphours, C: complement

Ig : immunoglobulin,

Fd 134 20 M g9 FAeloy ¢y AYE
8P 27 ¥4l BAHUTHTable 2).

3. mlat, RN Wsat 3 WNEH FA oA

7 d 3 55 T2 gAd AT FH
F(14%)¢ 2o, ¥y Aty JAd A 2
xE 29 240l AQUEFTH AxAEFTE BA
o 1% AARe e 4 AT Fee Fugle] ¢

ANA : antinuclear antibody

X|Z2l aspartate transaminase, alanine transa-
minase X As& By, ¥ AHW FArPE Fd
394 B2 anion gap WA A Fo] #FFHUG
gAA HAME IgG, IgA, IgM2 25 A4 H9%
on, AT F7HE B Fa 594 ¥A IgEV
185.1(84 14-1200KU/LZE Z7}so] A%tk 83
B AU Rheumatoid factor, ANA 59 ZAle ol
A27& BolA] sttt
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Fig. 1. Changes of serum creatinine concentration
during follow-up period in patients with
nephropathy associated with herb medicine
ingestion.

Fig. 2. Flattening o tubular epithelium,

luminal
dilatation and interstitial edema are seen
(PAS, x200).

4. NEF HA A

Az AALH AdE Axg HAME BEE oo
Al AlgA &odol FriHEo] A en Fall 29 3904
92 4% 270 #AHAUG AP A RE
oA AEE Ao Hde] FAFHYUL, ATA
2 Y@L B FAM Y BE HEA Hg
g ryth Fd 12 Ange W3 A3Hen,
Ax A7) vgE Ay Bag 42 fE55o gl

A, 2 Fue BAe $Foz s RyHoz

Fig. 3 Severe tubular atrophy associated with
interstitial fibrosis and ischemic change of
glomeruli are seen(PAS, x<200).

Fig. 4. The interstitium is widened by edema and
mononuclear cell infiltrates(PAS, x200).

gAEgon Ao DAL FEL Fikstm sl
tHFig. 2). 5 1& AYstas BE oA A9
A7t Sl e 24 2(Fig. 3)¢ 3& HARY
9] o] MAad ¥WRE Holu Ay fF0] F
gtslojglel Wh4 HAA Aldes AdEA F
456 WY A9 Aol gloy BEF 7Hd9 BE
3 dHgEe] J8L 5HeE 91, FH 6dME
BEdoz Awude AAx #ARHANFig. 4).
Zd 5% FEAQ AW FFAEY H&o| #EEH
od, YEpeox hfe A HEF R
#RHAT F ARFAE Ax @u)F Hab A3 A
HE Z=E7|(foot process)d] |ty Fgo] Hits
o] olq¥ig ANA3(minimal change disease)ol
o] fE Hog AHYLh

_368_



- 7Y o 8 : ¥ B8 BAY YT -

5. X2 ¥ iy 3H

e 8 BFAqA woke] Bge FA on
Aol 2T BEH 8E NIt FH 12 2
A #&F 7)ol HA Asisle] 1 /€3 predni-
soloneg Fsigi et ¥R IAotede] AL F¢

stgen, TAEE o olde Arsd Aste e

o 2971x] AA3) BEEHE Rl S 2+ 4
NE7A] dolde] i 34 glol A7iFel £
HRon F4 345 dv £ FAF 3EL vy
(Fig. 1). &8 5% AFFTLE Z7|%¥H predni-
solone2 Fo3ld BHE HYor} steroiddFHFol
st AR stgon A7 2T steroid=2
FAFoln] dY 1 g UiTte] PN E Holn XBF
olt}y, Z8 oM PYuE BYen 1 AYA Asls
9] 3 80| glo] AR Fort

| ot

e 4Bt FE4YU AeE ded F2 ¥z
¥ 8oy, dxE Y a2 A=l dolAY,
A AZAE FU18le o= zAFHY Xau A
7 Bz BRo £ FilHolde o2 7A
E45x vk =% A wetds A8 FF9] 4
20 Ty §3Fo2 ERAFHE HFFHA Aol
gn & ¢ Qloh 2y gAETd dig 7)Eehd
g gisidd gtz ez RekA o ApAHA A
A7} NEEA gonz ggn go] £ A
H3E Holx] it ¥A AMe] FHAH 7led
EsAHER oo Ryt =W E473he]
g Ay 43 A4 doF HEHe] JdHA4E
AF3717 uhy- OBl AA o B wE AE
Aol i3 e o =8t}

#Z Vanherweghem JL 22 #% #3#g 23
o2 FAAAE BL3Hd 240 5 P 4l
2 ARl 9% 7% AsE Rusigen, 4
AgME 1994 FA 71984 FAEo 5E5E A
B2 ol7bg-d 35%e] At ey Usittn ¥nd
g A, olge AMFEFA] EFY Stephania
tetrandra, magnolia officinalis A& ¢jsld F&
Hog Aoz FAdn, 383 24 Z3 Aristo-

lochia FangjiZl %49 9 Ac2 nysyAy
€A ool AR Age 499 FHUY ssAe
ANSGYL. Cosyns 7€ olE B A3 o
2] 47 ¢] Balkan endemic nephropathy$] #z] A
723 fAlste) CHN3} Balkan endemic nephro-
pathy &}9] dg4& F33I¥ch

g FHSdME F9E ¥ gdAAE By
% got AF B3e SHoz NIPez x:
ool TAStY B85td F LA PHPYo
2& CHNI #Alelsith §3) S 1847 249
%7]7} Vanherweghem JL $%¢ B aeja g
Aristolochia Fangjis} 413t o FAE A4
T3 AIREHY 4E9 FUAL IS glof e
g 4 ¢k =8 Fd 13 6 A9 B9 oA
getAgt olxAZ AHREHE WOl FEHes
&5 99 AEe 3tz A" CHNA
Ae B4 7o) 5-20709 olfivtn dlen B4
71ZH & SA49 /%= &48A gvta ¥
Atk & dFME MF TF o BLsyd
3q9] B87|7 254 3MEAR Jon B4
ol wek e 273 2 AN SAAPoldlE Aol
Erbel= s

WY A 4 L FFdoly A Aot 8
5 Bolgled, AFFETEE B A97 14, 8%
o] A& WHE A7) 242 FA ARA AF
3T, 283 Mx@r)eoldg U 44 M7%H
oz ot sRdn, U & BN 3
T e, A A3 AFFTE TR F8 5
A FAT o, IgE 4ol FEEGT £H ¥
28H HJAME ANA B9 4o zHol YA A9
T oA EA AE9 seAE WAE F Ao
o, ol& Al T B4 9L oA g A
o2 AgEo. Ay HAA F3 1, 240ME
X248 Z % Fanconi $¥2% FAIE 278 29
Axd 750l wddtdeny @ekd % Axd
&8¢ g 27802 Agdch Kabanda 5°
2 CHN#A A B-microglobulin, Clara cell
protein(CC16), retinol-binding protein(RBP) ¥

2 AEAFY d¥lnrt G AFolt Ry
V7Rl gl HjEle] EAE S7MEE @A

By o] cadmium nephropathy, analgesic ne-

_369_



— The Korean Journal of Nephrology : Vol. 15, No. 3, 1996 —

phropathydllx¢} SdF SFolgtn sict o=
ARAF] tlnrl F2 29 And 75 Gl
24997 13 9 B FadAe 44 9x, AR
AEFE Fx o8 wgdle a7eg fAlEdm Alg
Ao

z2ga 27402 F4 A4 Ade] MY B
3L 1oiolA] mlAEEL AR o] FukEo} glgeH, Tt
A FARNY, FA AnBgAe 87 LA R
o gof B4v Y AEFS Axutdy HEE
frust=Aes Atgdch #ul yhgo] Fukg Fald
A ulAws AFE 23] o] Fukxojglo]
NSAIDd| 95t MFFFH EA Ago] o] =
AR ASsh fAE 2A0AH Y. 2 e e
278 F94 24 AdelM 44 o2 A 9
& FA4 DREAQ Agold 54 WA AN A9y
=3¢ ol HolA ggton An@IAZRH A
AHe 278 89 FiHe dAHeE AT 7
¥ ol 27L& Btk

B4 TAA AGe ERdoz AT glony
ebAlo] ¢l% 797t B2 Wilson B7¢ 447¢ Al
P FA4 ARA §2 84971 10%4 HEA
Age mustgoen, Linton Ve 34 484 @
2pe] 8%l kgl o F4 HEA Agez B
2% v ok FU BnzE 9 % rifampind]
g BAA Ve AL Radeld B ¥, A F
W m m =9 olle] rifampin, methicillin, pi-
roxicamol] &% FA TEA Agel RuHoH,
A gl 7HAA Agez Fdd 8o 4L B
2EEA NSAIDO 9@ 797 7P Bkn 249
A @of 24 Ho] AUUELE AT v Slof ekl
% A Age sHsAE AN b Uk B A
Fo ZAEE A $V9 FH4L FPAse 202
Algdcl

ok o§ F4 7HdA4 Ade dEd 94T FH
ol Aol WA Ao oF ZoF AAEn
9lom YAHes AT FuF § Huvgol W
g0, 99 289 Ay A folFo] A
"o A So] 2AZ JAHT Y. whde F
gantd g, 3 Fol AEHAFT Axd 7|A
wh)) g2 Ede Aito] Yehyx] ggon, HAY
ALAE7 F2 THZFAE 5L A4 Boe A

X oyl W 7[He] B g W
P geke] AeE BAY FT BAL 73
stglot A 2748 nd B o ohZ oAl
ol ZHAA AdH AR 71-d gt 2PEAS
2 FAdd. =% #H¥s dA sledt HA 2438
T B o noz B4 At AF ZEAld
Hlgte] 7 whgo] 4§ wisjrt R ALR AR
gt

AR A Aae dUdelHE 94 Fd9 F
A7t A4 Fa3tn 540 0E BEHY ARE 3
e dutdo|ny, 7l wkgo] FukEE AL X
H2ol= AA e st AEF/E gh® B Za
dME 8EFo A T4 Az5sdd 148 A9
g e XM E BEAHQ] XEE oy ArF
o3l giRlen 4ddAe 2715 &S By i
238 433 FAE Role Ao AT 53] F
g 18 g BEL4g FHNAFT AT At
gegloy 7/9el¥ 2de dX AA3] FHEBHE=
ZA%E B4 AFFFL B Fd 5% steroid
o|&A MY AFFTe] Ydelch CHNS A
S Fo AT = MrF Mt AYsE £ F
oot zlolrt glo] ¥lEEgH ez CHNOIAM Hf
5 u71eE Wzl 38 9l v & Fddd F
2 9% [AX9 AR F 7193 7o) FEE U
o|2 Qg Aol2 FAET 4Bl g7 HFAL NG
o} 7% Nortier 53 Jensen $'9& 2tz NSAID
9} methicillinoll 9§k g0 47150l BEHA &
& 7%$8 wasgon, Shibasaki 0L 1491% 4
defld Ar5e) & HA ¢EE Bustd FUS
ofAldl] 2§ 7HAA AFAME 27T HE/FA
o] g Aow gt B Ao 64F 4efolA
A7158 48 Bgon), HA BEgot dt 4
Bo] t}E4 glon, FUF HAElE A Az
A B4 mat AEe] tEF Y, z fddute &
F ARY dA715e Aolg AEAe] Aol§ RS
genz urt Be oo o Ar|ze] FH @l
degAcz @Ayt

olde]l Az yol Poko] ELA Fvd EA
Ade HEFY Anazbdy N 2 oAug A5
33e sods glon, g R Aud vEold
e A7% AstE 29 # sivkn @dEo wabs

.,..

il

- 370 -



— Kyu Hun Choi, et al.: Nephropathies Associated with Herb Medicine Ingestion —

5o} A D Fp|7t FAE Avls FAE Bl A
40 U@ Fol7t e ¥ o AZs vy B
& BRI Bot 4R U £ $& Fokod A
4 f2Edel e F9o oy Aoz Arurh

= Abstract =

Nephropathies Associated with Herb
Medicine Ingestion

Kyu Hun Choi, M.D., Hyeon Joo Jeong, M.D.*
Jong Hoon Park, M.D., Seung Woo Lee, M.D.
Shin Wook Kang, M.D., Sung Kyu Ha, M.D.
Ho Yung Lee, M.D., Dae Suk Han, M.D.
and In Joon Choi, M.D."

Department o Internal Medicine, and Pathology
College of medicine, the Institute of Kidney
Disease Yonsei university, Seoul, Korea

Herb medicines are largely prescribed in Asian
countries, and are possibly responsible for renal in-
sufficiency, such as chinese herbs nephropathy. To
elucidate the clinical characterization of herb medi-
cine-associated nephropathies in Korea, we analyzed
the clinical findings of 6 patients showing renal
dysfunction with the history of herb medicine inges-
tion in Yonsei university Severance Hospital and
Yongdong Severance Hospital, since January 1990,
and the histologic findings were also evaluated. The
results were as follows.

1) The patients were 2 males and 4 females, and
their ages ranged from 21 to 66 years.

2) All patients had history of herb medicine
ingestion for 3 days to 12 weeks. The purpose of
taking medicines was for slimming in 3, better
health in 2, and treatment of back pain in one pa-
tient, respectively.

3) There was no oliguric patient, with one excep-
tion. Serum creatinine concentration ranges from 1.4
to 3.3, except one patient with 139mg/dl. The
amount of urinary protein excretion ranged from 2838
to 1,440mg/day, except one patient with nephrotic
syndrome(6.2g/day).

4) One patient showed eosinophilia(14%) on blood
cell count, and 2 patients had renal glycosuria,
hypophosphatemia, and hypouricemia. The serologic
findings, including complement levels were within
normal limits.

5) Histologic findings were diverse, acute intersti-
tial nephritis in 3(associated with minimal change
disease in 1), chronic interstitial nephritis in 2, and
regenerating stage of acute tubular necrosis in one.

6) All patients were managed with withdrawal of
the suspected drugs. Three patients had supportive
treatment, and 2 patients were treated with predni-
solone. One patient received dialysis.

7) Renal functions were restored in 3 patients
within 3 months after discontinuation, and 2 patients
maintained initial renal insufficiency without further
exacerbation. One patient with severe uremia did not
recover and was maintained on dialysis for 1 month.

In conclusion, herb medicine can be the cause of
tubulointerstitial disease, and the potential nephro-
toxicity should be considered in therapy with herbal
preparations. But further studies in greater number
of patients and the identification of specific subs-
tance causing nephropathies in herbs should be
required.

Key Words : Nephropathy, Herb medicine
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