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o] 130/100 mmHg ¢ e} BEHY EE-S ERl
o BAEE 0RF BEsQe BEE Y ey
BEE E¥elsler miF IgA{Hy 419mg/dl g+,
BHERRL XBEHEAA Hiiglo 2 mesangium
g 34elglenl, 50%0|5te) MEMELT W=
o, BFBEHEANA mesangiumo] HES Rgn B
FBNHAEA A mesangium o] IgA7t FREZTEE
doo Yo RABFES S =g HLA L
Ay, AWy, By, BWy, gich.
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Mesangial IgA nephropathy & )8 2FFo %
A Y4 B Berger {4 3 Henoch-Schoenlein
purpura, ojA4 o2 ¢IEFAY TAREY HA
A#-Eo] mesangium o] IgA o} Y FE Holzm Yo,
ofell A=E-& 1981 1¥8¥) 19854 4974 A4A
4 mesangium o] IgA 7} A4 AYVEL TTEA
e ohfst 2 AAE A9k

A8 E AP F 35941 F 1120 A LF. 4 trace
ol 44 IgA 334 JAY <+ Aglewl, ol% primary
IgA nephropathy 70¢](63%)% #l %38 IgM ne-
phropathy 64] (5%), MGN 114 (10%), MPGN 54}
(4%), PSGN 34)(3%), diabetic nephrosclerosis 2
(2%), - postinfectious GN 24 (2%), mesangiopathic
161(1%), A#el4 ¥ acute
vascular rejection 1d] (1%), immune complex GN
391 (3%)e15le}. %% lupus nephritis 8al] (7%)e] A
IgA 3] 3o} FAs]¢ L] o]F diffuse proliferative
type o] 34](3%), focal proliferative typeo] 1¢](1
%), membranous type ¢} 14 (1%), mesangial type
o] 31(3%)e1 51 o ,

w}el 4] MGN, Lupus nephritis, IgM nephropathy,
MPGN Fdl4 IgAalge] zwsiged, AY =E
AT AldelA IgAd g JgA st FEF o2 3
&gl d¢¢ selztn 44550
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EEEBET 29894 = AAskgd. A 1968
4 Berger 5] IgA BRES] Mol BT ol % By
SxHE - A} HHSE oo M 4F55 4
Aagch. A ZRFEHUO S BRI 2k
HB-S 2HH WM WA, Henoch-Schénlein E4%,
FEBel e WRITL S don 1 gE o
FHEE o5 Siste &9 RRE IgA B o 3
B2 N BEEG BKE 2ech 2ud $EY
2ol 4 IgA BFEdl AE Wt obd B4 43, o
S ZHEBAAY IgA WHBE AT WEE o
A g9,

MEBS TkH IBABRES HRY, SEEN S
AL detisl $ishel 19794 1588 198448 1274}
ool Agugmdd Wbl YU A4AE KT
T BEHBRERREN BE MR 6830 &

Table Clinical Diagnosis of Patients with IgA Do-
minant Deposit in Glomeruli with Systemic

Diseases.
Diagnosis No.. of Patients %

Lupus nephritis 15
Henoch-Schénlein. Purpura 15
Infective Endocarditis 1
Typhoid Fever 3
Poststreptococcal Glomerulonephritis 4
HBsAg related Glomerulonepbritis 27
Cancer related Glomerulonephritis k 3
Polyarteritis nodosa 1
Malignant Hypertension 1
Dermatomyositis 1.
Systemic. Vasculitis 2
Steeven-Johnson Syndrome 1
Amyloidosis with IgA multiple myeloma 1
Non HBsAg positive Liver disease 4
Constrictive Pericarditis 1
Transplanted Kidney 3
Korean Hemotrhégic Fever 5
Interstitial Nephritis ‘ - 2

Total 90
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1) 2HKB] FiEd REBRNEE BEd ARBA
IgA o WHBE 47.6%(130/219)9 2 2HKBe] 9
+ 754 IgA WAEL 48.5%(199/140) Sl o}

2) IgA 7t #EMel ERHT IO UKL B
%9 35.9%(90/251)01 A RHEBE Fstgich

3) IgA7l HBHZTEEUALE UHA 2HKBY
REL BE#F s 156, Henoch-Schonlein K 1561,
HBsAg il B 276 R 71 eb 3351 Qe (Table 1),

1) A ¢ YHHfre Henoch-Schonlein Fe =
% mesangium o} #Hs .o RBEH R 8H(53.3
%)%+ HBsAg[R#ES] RA#E 7H(25.9%)dA: F=
capillary o ¥ 24+,

5) B#FE LYY S Henoch-Schonlein & 5
%9 33.3%, BEUTLS 60%, HBsAgipit B%
9 25.9% A4 IgGMA 7} 5 i#E=d.ed, IgM
3t Ax 479 6.7%, 6.7% 22.2%04, IgGSE A
= 40.0%, 33.3%, 29.6%c0 4 BZEsqx IgAn it
FE A 44 20.0%, 0% ¥ 22.2%4+)

Plbel A 281 RBA IgA o) 3 880 Ha
watsk4 el

Hyperkalemia by Organic Acidosis

Sung Kyew Kang, M.D,

Depgrtment of Internal Medicine, Chonbuk
National University, Medical School

The purpose of the present investigation was to
determine the effect of severe organic acidosis on
serum potassium concentration. Eight mongrel
dogs were infused with D,L-lactic acid at a rate
of 7.0 mEq/kg body weight for 2 hours and at a
rate of 3.5mEq/kg B.W., for the subsequent 2 hours.

Serum and urine electrolyte and blood gases
were measured at the baseline and at hourly
intervals. The blood pH and HCO,; decreased to
the lowest levels at the second hour of infusion
and were maintained at those levels for the next
2 hours. Despite substantial reduction in blood pH
and HCO;, serum potassium concentration remained
helow the baseline value for the first 3 hours.



