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Calcium Polystyrene Sulfonate Induced Colonic Necrosis in
Patient with Chronic Kidney Disease
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Won Ki Hong, M.D., Gwang Ho Baik, M.D., Young Hee Choi, M.D.*, and Dong Joon Kim, M.D.

Departments of Internal Medicine and Pathology*, Chuncheon Sacred Heart Hospital,
Hallym University College of Medicine, Chuncheon, Korea

A 63-year-old woman was admitted due to right upper quadrant abdominal pain. She was going through hemo-

dialysis due to end stage renal disease and taking calcium polystyrene sulfonate orally and rectally due to

hyperkalemia. Colonoscopy showed a circular ulcerative mass on the proximal ascending colon. Biopsy specimen

from the mass showed inflammation and necrotic debris. It also revealed basophilic angulated crystals which were

adherent to the ulcer bed and normal mucosa. These crystals were morphologically consistent with calcium poly-

styrene sulfonate. She was diagnosed with calcium polystyrene phosphate induced colonic necrosis and improved
with conservative treatment. (Korean J Gastroenterol 2010;55:261-265)

Key Words: Calcium polystyrene sulfonate; Colon; Necrosis; Hyperkalemia

M =

Calcium Polystyrene Sulfonate (CPS)& %ol 23} 4]
(cation exchange resin)@ IZ-FHFol gk 9 %] 5 A|o]
th FeellA= ofol& w¥ FAE Sodium Polystyrene
Sufate (SPS)7F F2 ALELE, FAE Cpsire] AL,
ASEI T ek CPSE 88 ) wpl Eeko] Ee] Bl
w, o5 Sk3}A1717] Sl UM O F sorbitol, lactulose &
of TAPEA g3t 3, AT, Dol ARE Bl Foln
o, Cpse] FAHgo R 48N, FEA AL 4 9w, =
2 A% PEZo g AL A 4 9k spset

A9 20094 39 304, <2l 20109 19 16Y

1
A=A AAEF, 200704, ZUE FAHA 2E 15347
gL $g FAAAEA Nt
Tel: (033) 240-5821, Fax: (033) 241-8064
E-mail: ksjungdr@hallym.or.kr

23 ol Aol Tl el FelelAE B 913l
o}, Fell 4] Bt glgivk wak sPse] §AIA CPS
ol Uigh Bt SR ARES s %8 WA ol
A4 1612 ARl B8 st o Bk

oM
o

634 27} FAER T5E FEE SHAddl sl
o} gx= 139 A ofA aEgto g Auhigky o]
ARR oz =]t k= 106 AR 5
A gront, ks = Srtedullgel 51 A

Correspondence to: Sung Jung Kim, M.D.

Department of Internal Medicine, Chuncheon Sacred Heart
Hospital, 153, Gyo-dong, Chuncheon 200-704, Korea

Tel: +82-33-240-5821, Fax: +82-33-241-8064

E-mail: ksjungdr@hallym.or.kr



262 ks A Als5HE A4Z, 2010

= 54 A2T WAge w4 %
Asigkek. s} olslel Rzt AGAA e H215)
A gisrel. A nRFUTOR 2 A7

fFofikar giglek

hacs
K
o
T
N
(98]
i
lo
ek
12

N
3
@]
32
&
e
o
o
2
2
>,
oX °
oo
rlo
o
o
L)

3
< EEA gskeh Sl ket ul
ukelEo| glod o} Hlolal:= =25 #| okoke}. sl4] shsye

H O
W glglw, vk Ewle] wuke gahow stelxle] &
FAeNE Al 272 9

W w) A2y Fof o] Azt wiEar 13,980/mm’, 3]
2224 128 g/dL, dntEAE 38.1%, WD 7ks B4
pH 7.34, PaCO, 40.1 mmHg, PaO, 106.6 mmHg, HCO; 22.0
mmol/L, Z&e}Eld 6.0 mg/dL, Z-F 6.7 mmol/L, & |+
Hl 044 mg/dL, AST 12 TULL, ALT 12[U/LE 2l5]gic}.

23 A SRA BY Age] Aot B F
7| %7} concentric wall thickening) & X.$131, A 9] A4k
2 pericolic fapell Hro] HIHGITh o]4be] £AL EY
shof T4 haeds) dNARY, ool = SE b
of W Ao ekl U AT,
£33 27120 thel A3} S 1, A A BAIZ
EEFAA ERULE 4T AQeslch Bl
apgerel e el ANAAE UReRRon], U
ol A4S Q17Isksieh, AR % Wl FAL o] e
2 A9, 4 B3 Wsk A, AL BT o
A hAslA] okgket

U9 3% ¥, el BE B Adsiglont PEL
-

.1

(i)
ok
£ %t o

of
ol¥

|

SRR A 6 SRS AT, A A
o] 9ol Ul-S e} ghakow BE Aok E307)

WEE| A ehEFig. 1). Tl AR =7ke] RS A3l

3, A o Akt A4 BjollA 397149 oA A
ZJ (basophilic angulated crystals)o] 2HQl=|gic} o] AAHL 1
T2 A ul CPs Aoz % 5 A rhFg.
2). tha Aol A Aok o]l ik Auhe 54 el
SHE HolA| gkof, "3t T F91E vt Aqh |
sk SEA il e o8 £eldk

Ao 42 Tl B3 FAS fAA 2AE
ok 4 79 A, A AT A AR, S okt

£ HolA ghakek.

4

o] Wi FAL MAFUFY Fo A B ol & T4
Aol weh BRAKEE, ¢ 5

P
o
td
<
Ex-{o
L
ul
il
NE
LY
\ni%

2NN F2 Hoke AL UEF 28 $A0n,
Yol 74 L8k $AT AAE T ek, A4 3 FAE
JEF w3 SA9) uszele] Ao HriE Qesln ekw
QAede UE 4 ke Aol Yo}, TAFRES B
wkek 4 glek? efu} Al 753 kgl Hol 8L

ol Zelle] vhAiA el W WS 1 BEA T
Amjolw, W RE] W% TR B AN
Saool iy Bel Walol} AR FAE =R G

i

o} shake] o] mlHIsiA SR A% AL ThsAel
©

dobglon), gAb ol A% WA BES TielA
Qbha, R WA A4 B B F4L Mol gkt
A Z1%AS AR Bekg ul, FA A% F AR
MAelA ghololeh SEAR, Wdlo Y WY FF
B9 JFSAE 2 Hgtort, AN i e

A gigket. olel® WEE Sk
o sde Ug A

2 ko] shz week oAl diakd shsAew ¢

A A EE 7|2 jEgkont, dAFQ] WET S o9

Fig. 1. Colonoscopic findings.
(A) A circular ulcerating mass
in proximal ascending colon was
noted, (B) Areas other than
pathologic lesions did not show
any abnormalities.
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Fig. 2. Microscopic findings. (A) Biopsy specimen of normal
mucosa showed basophilic angulated crystals (arrow) (H&E stain,
x100). (B, C) Biopsy specimens of necrotic tissue also showed
basophilic angulated crystals (arrows) (H&E, x40, H&E, x100).
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