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Abstract

Tubulointerstitial nephritis (TIN) is sometimes found in patients with Primary biliary cirrhosis
(PBC), but it can easily be overlooked. In our manuscript, a 55-year-old woman was hospitalized
with complaints of thirst, polydipsia, and polyuria. She had been diagnosed with PBC 3 years prior.
During this hospitalization, she was diagnosed with renal tubular acidosis, nephrolithiasis, hy-
dronephrosis, diabetes insipidus, and chronic kidney disease. Kidney damage associated with PBC
should be considered. The patient showed a good response to ursodeoxycholic acid, hydrochloro-
thiazide, indomethacin, and potassium citrate. We report a case of PBC with severe renal impair-
ment to raise awareness of PBC with Kidney involvement. The case report has obtained the in-
formed consent of the patient.
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1. 5|8

JE R AERR YT FF AR AL (PBC) A& — RS 1t B & e Ve, AR /N (Rl IR (st AT M 524, S 83U
I BRI A R Y . T R RN 5~70 B Lk 1], B /NE I M R (TIN)YE I LT
PBC £, HIRE S 2. BN R P 3 (RTA)F B VR JR A1 E(NDI) & TIN f)EZ45E. RTA &—
S BRI ) VR B DI RE AT S R AR R EL. T 8 RTA 2FRE S LK RTA 88, AR
RTA. KR8 SECHEM, LB /NESHSE F(Ca )R ICZ L, X FECE R . Hah, B
B SRS RIS E 450, R RESEUEMRILIIAERRS, TR RTA [2]. ft)a, (A7 MRE th o g7l
iz RTA B)—NMREE. NDI B IR IS 2 Pt sl . 5 H ik vE JR A SE(CDI) AR L, NDI 35 i3k
IR FR KB EE T & . SKA1E NDL B9 W, JErl i 2 MRS, GREmE . R, (e
MSEA S MAE[3]. B DIREA 4 AE PBC A WL AORE. FRATHRIE 1 47 &8 15 1) PBC i, LAES
MATX B35 1) PBC AR

2. lleR#HBR

B, &, 52 BERHEFEOF. 20 RIRMEZ M Z 15K 2012 4 7 A 2 WL RS MR AR k<
BERAERE. 3 SERTIZWEN 2 BOBEIR . AR R 00N B K, BRI K B e . LT
BN 44.694 mL/min (IE# V8 : %: 75~115 mL/min), I35 ULEF A 98~153 pmol/L (IEHVEFE: 62~115
pumol/L), 24 /NI JREE N 479.25 mg (IE# B : 0~150 mg), —4AbBREE A 14 19.2~22.9 mmol/L (1IEH#
6 : 23~33 mmol/L), IfiLiE S AN 108~119 mmol/L (1E % 3 il : 98~109 mmol/L), M#F(K")H 3.3~4.35 mmol/L
(IE Y5 : 3.5~5.3 mmol/L). M DIRE4E SR a0~ : TR = BN 22~158 TU/L (1Bl 5~45 TU/L),
BEME IR IR N 22~76 IU/L (IEWVEH: 5~35 IU/L), g-RRBEME N 38~107 IU/L (IEH JEH:
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5~40 TU/L), Bt i BR B (ALP) s T 1E # 41 (135~232 TU/L), 1EF YE - 30~110 iw/L, SAHL &K 5.1~7.8 pmol/L
(IEHJEHE: 10~20.5 pmol/L), FEL#EAHLL 2 2~3.9 pumol/L (IEH#JEHE: 0~6.8 pmol/L), [F4EAHLIEK 3.1~3.9
pumol/L (IEHVEl: 0~13.7 umol/L), HHE M 45.8 g/L, EREEH 423 g/L, AEA/MEREAME 1.08. MR
FERILLE N 1.010 (EHVERE: 1.015~1.025); @)K pH {EN 6.5~7 QEHTEE]: 5~8). WMEL R M f Bk
HEAM RIS ING10 mg/dL), A REEMIMRFEBIG I, 1 H RO A4 SoR (T 4ip . shrRign i &
SrEe. CRP MUMLPTTH . WAPK RGEHE A s B SR ot [ml Ao e o JH R A A 2ok W B B i A&
S EAE B A (T —2.7) o HR RS 25 JO W R I8 A8 190 5005 2% o HUAZ B (376 FE 1:1000) ST RAR TR (AMA)
AMA-M2-3E FI45 gp210 Fii&FBH . $T Ro (SSA)AIHT La (SSB)FuAAM A A . 6 A9 i WA PBC.
FRIR I FRATTAS 5 FE RE 2 W PR B, AELITLRS LI v ) D IR e oA e B o 9 A 28 T FRATT I T A 2
Wo HFEJE, b R AE 22 U IHBR(UDC A ) AR 5 253 12 il JE - T AR A I

Bt fE, WA DR =), SR A A BRI AT 8 1 (HbA L) TE 5.60%%] 6.3%, Mg K7KF
BTN, PEBITE 2.54 mmol/E 3.3 mmol/L. [H&MERNTEABIZERF, (BRI AEVAFAE . 7EFE VT
)AL 355 S LT (&) 1) &ARP(C) (8 2)s KT (] 3) Ca (I 4) il ik B BRBE (1] 5)7E N IS4
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Figure 1. Serum creatinine
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Figure 2. Serum chloride
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Figure 3. Serum potassium
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Figure 4. Serum calcium ions
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Figure 5. Serum alkaline
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B 55 BN RFFEEINE I LT Z2MZ IR 20 KT 2015 4 10 H B RANERBT. A FE AR A 0L
BRYE . L EMA: KACE R, maE. KRERAMEIEKE BT B/ NEREL % (eGFR, CKD-EPI
15) PR3] 29.2 ml/min, HbAlc 6.30%. R HT: HRHEERKEZRES < 1.005), pHETE 7~8
Z 0], JR B2 ERE AT R . AT R A PEER e B R AEE, IR T IRIBRIE S (R 1), BFEWIZETN
1 B RTA, HHiEd 25K st — B 7 NDI (% 2).

% A N IEMER LB (T: —3.4). WAR R G0 75 A B Sl [ml 7 3, e b B IR 4l A
FETEEBUK, AEREM A TSR 6), BMERAER CT: MMEEA, L8 &R ERITRNS A,
PEETEE T RUK. B Z4AG E R 7).

Figure 6. Ultrasound of the urinary system showed echoic changes in the right renal paren-
chyma consistent with the clinical findings, left upper ureteral calculi with severe hydro-
nephrosis of the left kidney, a right renal cyst and crystallization of the right kidney

B 6. WIRAGEAE: ABLREIEKRE, T LRAREEAFABTERK, A5
PR A

Figure 7. Imaging findings. Abdominal and pelvic computed tomography (CT): (a) Right
renal calculi, severe hydronephrosis and atrophy of the left kidney; (b) Cysts in the right
kidney; (c) Calculus at the left ureteropelvic transitional site; (d) Left renal calculi. (arrow)

Bl 7. EERFIERE CT 743 (1) ABEA, FEBSTKMEBES; 0 AEEM; (o
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Table 1. Laboratory data
= 1. LEHIRE
M Z55R: SEE
i 3.3 mmol/L 3.5~5.3 mmol/L
5 2.24 mmol/L 2.2~2.7 mmol/L
il 0.87 mmol/L 0.8~1.6 mmol/L
£ 121 mmol/L 99~110 mmol/L
IRER 11.43 mmol/L 2.5~7.14 mmol/L
AL 169 umol/L 40-90 pmol/L
eGFR 29.1 mL/min > 90 mL/min
FRFRE 40.61 ng/L 15~65 ng/L
D-25 (OH) 48.4 nmol/L > 75 nmol/L
RER:
JREGE 1.009 1.015~1.025
1.007~1.014 & #
SEAG) 2+ A 1
JR B2tk EH 1.245 mg/L 0.100~0.300 mg/L
PH 7~8
M55
pH 7.189 7.35~7.45
PaCO, 30.3 mmHg 35~45 mmHg
PaO, 98.1 mmHg 80~100 mmHg
BEB —15.4 mmol/L —3~+3 mmol/L
SBC 12.7 mmol/L 21.3~24.8 mmol/L
HCO* 11.6 mmol/L 21.4~24.8 mmol/L
K 3.31 mmol/L
Na* 143.4 mmol/L
Cr 119.6 mmol/L
Table 2. Water deprivation test and desmopressin trial
2. BkmEKE
i [7] JR i (ml) R R (kg) i} (mmHg) DHRIT)
HOKHT 23:00 250 1.006 49 105/65 81
K5 8h 250 1.008 47.5 108/60 76
9h 90 1.01 47.5 108/60 83
10 h 100 1.01 47.5 115/67 77
Ffh 5 H RS AT 09:25 0 47.5 107/66 75
R EHRES G lh 190 1.01 47.5 105/62 74
2h 150 1.008 47.5 110/63 71

ABEJE T 15 ml MIEER B /KAL) DR EER 3 VAT RTA; 500 mg UDCA 577 PBC. *FF NDI iR
T, T 25 mg S SERA 25 mg M5IW3E 1 B 700 73 0 B R 45 24 3 IR 2 9K, TR IR R A B A B8 N B
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BTG, Wi R AR B A . BT 3 4, WERURILEIEINE] 1.014 47, EGFR 4ER77E 29~33
mL/min, MYIEFLE 139~167 mol/L, 2 IEAREH MAEAR U R H B . H BiHeLLbavith.
3. itig

PBC J&— Mgt e e, 5o W1 2otk R SR AT O /NIB A IRk e VERBOR A T TRk 2 5, &
BRI G . B RATH B B AT ISR, (EARYE M7 ALP FFLETHm A AMA FIfEE,
HHE WL W N PBC [1]. T B8 %H AR, SSA 1 SSB M2 NBATE, KL FER: T Sjégren 45A 1k

B IR A4t PBC D HIFFRIE[4], (HiZBFENIZHERIX—HRME. REBRHELE 2012 F£5—K
AEBEET M IR K P T R A I IRAN eGFR BRAIG, (L 5E T AH X5 A0 (00 5 PR 9 9 e AR 91 44 ) IR
AR, BT FENE IR B o TIN AIASSE 4zt v RTA AR e B RN AR « I & = AR pH > 5.5 [5] [6]
KFEE . AEMZ, ZEEELE R, AT R AE B BRI

RGBT, FTATAGEHERR TIN AI§E5 PBC MIEURMEA G, B2t H CD4+AI CD8+HbkEL4H i
FRIFTIE P9 B s S T ik B 4 92 3 T R 2 b P 440 6 S 5 7 5 0 T 40 o B T 2 R A 7 S5 B BT 1T
KRR R R B T e R AR S NE A, SECENE A SRS T IR0, ik, Pk
ARG, Bl Bt dohifs M2 ik, vl REAE B /INE 18] BT 1 5 28 00 kA e R, W] i 2 P2 IK PDH. o-KDH
RIS T T St AR g — P R R AR (0 v& 1k o b Ah, ARSI TSR B, A PBC S 4ifh ) IgA mlReiEid N7+
TER R RS/ NEMMEF, 5 PDH AWML EN . ANREHEMS IX Se B AR TE S LL 5 0 R AT AE T30 A 2kt
PRMLH, I3 TIN [7] [8].

ZMHN R ST RTA 5ESRUGEREN KR, A, ERZHIGHT, RTA ZYVIMHFEM: b
Ja IR AR BE 1 25 A RO TR, WRIE S 7E R B R 1 B 2 i ok A8 v B I vh B R S FRORE IR, Sl B0k
IS B E W NE FRIRZ[9] [10] [11]e RO R WA B T A5 AT Rrekm iR pH I8 ER
PESCAE T B 5RIT AT TR EE B R BRI A IR R, 1A R T BERRAES UTUE[12] [13]0 JRA AT IR 3538 ¥ 2
5450 T R RR AN R ) IR S8l 7], R E 5SROI M 2 G, s 45 i A i SR AR S 45
MK EEMET, AFEREREE DRI e T8, A 10%~40% 10 B /NERIL. B IhREA 4. AR
AR FE A B = T SO R IR INLRE[ 14]

NDI &t T W iz o /N R AR SR INE R B R BT E . AREE TR FEZ IR 2R, 4R
NDI 5 Hfif o7 7 o B BE M PR B8 B L 2 W A8 A D[ 15]. AT P& AAESE — IR I A TIN Al
AFEA Wiy RTA, HIATARS TiZi2W, AEEE Sl &N AR, SEESARER. 5
7K RN NDI 5 A ] B A HH T4 B PR 5% 05 R - 1B i 5 2

BeAh, PR B I RN AR, R S LR e DR R AR . SR, AT IR
FORR IR ICEAIG, PRVE BV, MBI AR ] RAF, DI AE S i g 25K in & 158 ik 58 84 NDI.

L LFTF, 4 PBC B I Z JRELZ IR, 46 R SR MAE . JR B 10 Dl e B i A LTI Bk 26 PR,
%8 PBC 5l EMEM TR, RTA & PBC F WL EENFAMF AR, ST R MU R #h v] TR 15 45
FHIRA
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