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AT H B B E R AR R Y o CR —ATERREY o 5N F 64 A o S 4 R E
ALAKBE > RIT # eY 48 &, [ 47 = BEER IR 3 B (HY-K* ATPase) > BF § o4 &8k 7% 7H > map#l § &
ik o M HHF o RAETHHMEHA L  EEHREMATARAKR - CH IEH F B AT
Ml sm o A2 SIER ey 58 Rk 4t i - B e K AP M ATIE RV B & - 129738 % B 3%+ RIAF
1R R R R PR R R AE h AR TR OR BT R E R A W HAMWERG  BEEER
%o Rk s 1.1 % 435 LA HRAGE SR F R EE R R8T H R EE R R s G TR
AWM BZRARMNEFRORBRLTERR ) Rk R RERMNARNEN Q8T
HILET R R G SR AN E RSt - AT e HTReh KSR ZHME
MR K WA et BEHFERGE  FRELTRG  RETEBRARDE
S 4 o BAT&RAS T 2 kR AR R A TR R MLET R A B Ak o RO R - 2RI EG
oo R RE X/ AER CHEREE > B R T WA EEBRE  BEREIL -7
PR T R IE R S8R T R PLE B L B R 00 B R BAR 0 B AR il R R SR 0 sk L4
BEHE - AR A SafEEE -

FAtEER - SRt = EBEERE] (Proton pump inhibitor)
SMHEMEME X (Acute interstitial nephritis, AIN)
2M4EI818 (Acute kidney injury, AKI)
1214 B R (Chronic kidney disease, CKD)
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Yy o 1A A A R s R L AR R R RY
HEE S | PR = BERRIIEEG - BIE RS- 50 -
[IE ANt an AR et T Y = BTsi] BN Ll
P - ReBR IR R #ER T HIZEY) -

3 SE B & L 88 B 3 S (Food and Drug
Administration, FDA) & 7] » SV 7 & i BH B

MBS~ N RE S B R 43 W 5 I A0 3 PR RS O i B
(Zollinger-Ellison syndrome) » 4 El P14 1A
MAFTAR BN » th R 2R THRG I AR I RIS K 42 (Non-
steroid anti-inflammatory drug, NSAID) 2 1Y
AL B ML 2 o LA 2580 5 5 105 & (the
American Gastroenterological Association, AGA)
IBEERHET | - LUE%F FIESE (Barrett’s esophagus)
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SR B HET R USSR THE RE
RN LS ISP (=R INERI=C: JIRI=t )-SR WA =R o
BB » ok B AR R R A TS e E !
"B B TR TEIF I [ B T 2% S5 B 1 5 B
HA I R I A PR A P T B _E A B HER 4 o

T2 fEEE° -~ RE O T
&M SRt EHHEBTRHERENE - B
FERHER 783 - ol R A HAE F & g @ -

SR B IHET R @l e L ey
By SAERGEIER : X IRR - I
B BEAR -~ WL R B E o BRI BT ST R
N EATRENGINE BT~ N EEAR R ~ R EE
I ~ il B fi 8 Fe 2K HE A SR o BT i oeE
RGBT REHHET A S R B B R~ =
M BHE S (acute kidney injury, AKI) Bz 181 5 i
J% (chronic kidney disease, CKD) F i ° »

SR =AM HEN R B B TR RE R RV 5%

18 1 B W i R Y R iy fE R R R B
1T 10% » 15 5 J8 B R BE A B AT R
50%10 - SEYE B B ER MR G IR —
Y5 [ AYB 5% (drug-induced nephrotoxicity,
DIN) » fHE 2 H ik & B ERTAiaHE - A2
HHEHI 18 - 279%™ o i T 1992 4F RIIA JE 1
5 HE H SEUIE T O B ) s e A B R
SRR AR 12 - BEET 2 TICEL T S
TEHIHETR R RN R - -

K] &4 Bt - 5 3 RHL B 50 45 & 1 B KGR

FRE A

B W BB R BT A HEEE
AN F BLEERT K RUBE BT 9T - HBE RS ER PRI
FERHUER B R BRI BT HERR A
BRI ~ 2 E M EEARG - ATREAR B IR E
HIEFRERR &2 A EI1ER - fHiERZ T -
DIEE S (real-world) J 1 Fy I 52 5 52y K7
L BRI 52 AT B2 AL BRI S B - B S B A v A
JR S EEEEEH

#k GRADE (Grading of Recommendations
Assessment, Development and Evaluation) & #f
R #GEE RN T - BB I A SR B
ESHEt NS YR I Et s Fagicty S A =k o
% BOURGE B IR IR L — -~ SUEERK
T FIE - SERIR 0 = R (bias) BLTHER
¥ (confounding factor) EVAEIVHERBHE 1 »
TR AT KA AT IS BN - TR H A B
77V BRI E R LB R ] 25 R R R K HE
ZF43 (The Newcastle-Ottawa Scale, NOS) » 411%
FIEE A 1EfH#% (Cochrane Collaboration) Bl FHE
e TH -

I Jr S BlE - B YR L B A B S RO R B+ 32
S vl s Fa g R ERE e Sy Nitt k=Sl
AT+ K+ - B9 EEM R
RIBAHEFES> 700 L HBHUE DISERE A
SR BT R (K —) -

Lazarus J/* 2016 4 %% 5% » {& 3¢ B it & &)
I 55 A5 7o AL JE B BF 22 (Atherosclerosis Risk in
Communities (ARIC) study) J $% 10,482 11 ~ fi5

x— S EFRE R EREETRE R BRI A BRI R

e Lazarus % V7 Lazarus % V7 Xie %18 Arora 5 1° Peng % 20 Hart & 2
HURE LRI AT AT RSP T e THACHTSE
0y 2016 2016 2016 2016 2016 2019

N 10482 248751 193591 76462 7616 101795
HHEEETE SRS SMEEG 0 BIERRERS SRR - RIERE . SMEEHES
BRI 1.49 1.31 4153 1.10 1.88 4.35

KRB ST eGFR TR

BOWPHETR S 1SRN 0 1EMEEYE 0 30% : 1.32 &M B s -
FAY ez 1.35 1.22 ARIAE %+ 1.96 1.20
WFoeaE Selection: 4 Selection: 4 Selection: 4 Selection: 4 Selection: 4 Selection: 4
(Newcastle —  Comparability: 2 Comparability: 2 Comparability: 2 Comparability: 2 Comparability: 2 Comparability: 2
Ottawa Scale) Outcome: 4 Outcome: 4 Outcome: 4 Exposure: 4 Exposure: 4 Outcome: 4




BT I LA 9L 2 “

FEFRRERE JE K (estimated glomerular filtration
rate, eGFR) >60 mL/min/1.73 m? 1y ¥% A » 5B
¥E 13.9 (median) 4 - 3 ¥ % & (adjustment
variables) :Z 73 AT & Bl - 4RI BE A Sl 1 &
7T OEL 7 5 s o ol FH) Sl B L B A 5 3 4
e B G RS EL By 1.64 (95% 13 8 W& [ By
1.22-2.21 > p < 0.001) - fiff 5 5 i & {53 Y S50 1
5L T L B 71 < s oA ok P & B - B v L BB 1 5 2%
A 2 BEHE G RS Ry 1.49 (95% 15 HE & [
Ky 1.25-1.77 » p < 0.001) ° 4SRN FH &t 5&
P OEL 1 5 s R fol0 P Sl B B B 7 5 g 4
18 T s 17 JEL B LE By 1.50 (95% 3 i Tt ] By
1.14-1.96 > p = 0.003) ; HF 7T AR & {5 A (time-
varying ever-use analysis) Gt 15 HBH BT E 2
A5 FH St - 2 LI 7 2% A 18 1 B e 1Y
J\ g Ry 1.35 (95% 15 HE I ] Fy 1.17-1.55 » p <
0.001) °

Lazarus {7/ & - it B R # I sk 248,751 &
FRERE JE 2R > 60 mL/min/1.73 m? {455 A AE
7% > iBHE 6.2 (median) 4 - FH 8 8 2 AT 5
B {58 P SEUlE - e 3 O 7 e R P U T
FL T RE B A A S M B R G SR B b Ry 1.31
(95% {8k 1.22-1.42 » p < 0.001) » i F
FE - B T L B 71 < s oA ot P & B - B Y L B 1
8% A2 18 1 B e T JEU s BB Ry 1.17 (95% 15
B Ry 1.12-1.23 » p < 0.001) ; AFFZE AR & {5 F
e T EE v R 2 i oA o P e T B TR L
PR 2 A 18 1 T s B R B b By 1,22 (95% {3
FEE ik 1.19-1.25 » p < 0.001) - FHARA 2 X
SEUBE T B T R B 2 A 1 e R R
Lt (adjusted risk ratio) £ 1.46 (95% 15 &8 & [
1.28-1.67) ¥4 HARA 1 X S8 F B RH Bl &
e g Ry 1.15 (95% 12 HE & T Ry 1.09-1.21)

=

=

EiL {5 FH R Ak e 2 — HU 52 B [ 7 7 BL i -
{5 F s - B FH B A & 72 ARIC RHZE AR 181
5" Wi s 1 A L EE Ry 1.39 (95% 15 HE & [ Ky
1.01-1.91 » p < 0.001) ; fEZFEF R HHTEL
T s Fr R R\ By 1.29 (95% {5 A
% 1.19-1.40 » p < 0.001) °

57 P AL ke 5 28 52 9 L B 71 o AR 5 P A

ik i B 2 52 gt L i 7 ok = 1 1 B e R
B : 1E ARIC RHAYFREE EB@ bk 1.15 (95% f55#
W 1 By 0.98-1.36 » p = 0.10) ; fF L EFE R
FELA 28 %5 LB EE By 0.93 (95% 12 #E 1 [ By 0.88-
0.99 * p=0.03)'" »

Xie 2 2016 FF-# 5% » (€ LR {MHE A AL
X EFHEE (Department of Veterans Affairs national
databases) * Bt 5 - Lh#g 173,321 A7 7 5 H
e T B T PE B A <5 B 20,170 457387 (5 A AE A
B RIS e FH BT R AE B U R 2 o BT B
BT AR A AR H2 FEPURIH 28 48 BB Bk
P8R <60 ml/min per 1.73 m? B4 i E B bRy 1.22
(95% 15 &1 [ By 1.18-1.26) S 18 1 & o 338 ol
JRB L Ry 1.28 (95% B HAlE M Fy 1.23-1.34) -

5 FH) S - 2 3 BEL B 1 35 e 1) s A A S Y
T LI O 5 55 By Ja B By 1.53 (95% fE il
[k 1.42-1.65) > eGFR NIREHE E 30% 14 JEL g By
1.32 (95% {E W [ hy 1.28-1.37) Sz A BHs 48
f JE B Ky 1.96 (95% 15 8 W i Fy 1.21-3.18) - Hff
7 2% B o e B R FHL T PRI 58 FH 7 A2 (duration)
B 5 28 JR AT 3 ARAHRA - Fode s SRR F &
P - e OEL B ) o e A T Mo SR ~ 1B MRS
i 25 P B R U By By L o 28 o

Arora /A 2016 F % 5K - 1L BIAR AN ILE
{5 A i R R A& BB SR (Veterans Affairs
Health Care Upstate New York (VISN2) network
data system) » 43 KT 2001 4F- 4 H % 2008 4 4 H
99,269 f7E Bl - #1946 MENS 1 B Wi Y 76,462 {7
WA #A 19,311 L HE S M B W - HESR
B 24.4% {5 FH S B PHER A - 99,269
NS ATE B A 11,758 f1FELC » ST B3R
T B T FH B A s A B G S B
L 87 751 £ 98 A A e v oL o e R 1 T M (L
B btRy 1.10 - 95% EHEE [ Ry 1.05-1.16) KA
(JaBg by 1.76 » 95% SHEERT Fy 1.67-1.84)19

Peng X 2016 43 3% » 1 15 18 B 22 filt B IR
B tfF o2& FLEE (Taiwan National Health Insurance
Research Database, NHIRD) » 43 #7 2006 F £
2011 4 3,808 i B L HL i a2 i R FH B 2
F Bl 3,808 {7 ¥ IAHH ( BHREIFRBAE st )
e+ Sl O ) A O 5 o A2 g T e ol
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i o E B S R 0 B P U B FH B
A5 HH 5 v LB 2% A R U B A8 (R o L
1.88 - 95% {SHEE M Fy 1.71-2.06)% -

Hart /2 2019 -85 % » 1EPAEA R RAERT R
#% (Health Maintenance Organization, HMO) * 43
BT 1993 4 2 2008 M E K - S fE S MEBHE
%511y 93,335 fiLfig A H » 16,593 A7 fi ] i Al
TEEEETA - HaE RS A REEESN
AP S BB IHET & (T A5 36.4 L
3.54 A » p < 0.0001) » {5 A e B R B A
Bk S EHRGARSER R JR bR L Ry 4.35 (95% 13
TR Ry 3.14-6.04 » p < 0.0001) o F37F 181 B ik
K 1Y 84,600 A7 A H » 14,514 v {5 FH Sl
FEURH BT - LS M 2% A R B A R
REFHEREFRHHET R E (BT AH 343 1t
8.75 A v p < 0.0001) - {5 F Al 7B r P H B =5
2% A0 8 1 B IR A E R Ja B L Ry 1.20 (95% 13
FEEEE Fy 1.12-1.28 » p < 0.0001)% -

Karn J* 2017 285 5 W 52 & 53 B % £
NHIEE S 5307 (meta-Analysis) #8 : AHER &
BT B R B A+ 0 P Bl B v R A
% A 18 1 B g B R SO B 9 AR LB L By 1.33
(95% {ZHEWEERT by 1.18-1.51) » i A AR S — Y
e R BT P11 B 1 1 Ml 0 2 A e (U L
Ry 1.02 » 95% {5 & & [ Ky 0.83-1.25, p<0.001) -
PR FH AH AR 25 — B2 R FHBT =5 - SR &
T~ B O 1 2% e e A o Py JaRL e L
1.29 (95% {SHEEERT Ry 1.22-1.36)% -

Nochaiwong [a] 2016 4% 10 H 31 H Fi
110 7 Bt 52 S BlE - 5 v L T 7 B O R W 11
0 FE 9 R BT (& 11 E AT
52) » 1 2018 FFERERILEE S 34T

— 2MEEREMEER

Rl AR £ ) Sl - B v PELER 750 - (R &
T - O e 72 O S s T P B
Bax Lb Fy 3.61 (95% 15 %8 W& [ Ky 2.37-551 ' p <
0.001) e

= 2MBEES

MR R o ) e T B T B ) > BE A

FRE A

S IATE - B 3 L B 7] <55 B B S 1k B AR A
B Lt Ky 1.44 (95% 15 A & 4] £ 1.08-1.91° p <
0.013) ° AHE {0 FAH A 25 — U 2 aRH B+ -

5t FH SBlE 1 B2 v BEL S AT 3 R B S S PR B R
15 Ja B b By 1.32 (95% {5 8 I ) Fy 1.17-1.51 ¢ p
<0.001) °

= BB ER

FHER AR B8 SV S PE BT R - BER S
e - 5 S L 0 71 2% 20 12 M B M R B L e
1.36 (95% fEHEELRT Ry 1.07-1.72 » p = 0.012) * fH
o {567 P LAk e 28 — U 2 e RELIE 7]+ {66 P <l 1
B VR O 7 2 A 1 B i A e e L
Ry 1.28 (95% S HAE ] Ry 1.24-1.33 » p < 0.001) °
{EAE RIS 2 BH A 2 1L 10,000 A& K4
B AN 62 % » S B e SH BT A e 58 P B
B s JR P e ]

Pg ~ REAE

FHER ARG B B P B A - &
FEE - O L 7 A v A B 2 A R BT A
JR\Bgr Ry 1.42 (95% 15 HE 1 ] Fy 1.28-1.58 » p <
0.001) °

JHIE RIS © ] B 7 B I REL T A B

MEERTEEE - Dl GRADE A FA5 31
FRFE (strength of evidence (SOE)) A RFZERR
B BT B FEREK - 2B 8GR 8
B R r R R R R R - SR B
T AR KB s B 38 $8 58 /2 N )2 - Nochaiwong
HORFFCHE HH Bt 7 B v BEL B 7w Ry 9
B G EHA S BHES B S B IR - B
W ERE5E 2L JekG SR 2 SR 92 o B R B 58 2
HHESE Vs B 07 0 -

Derk f* 2017 % 1Y [5] #] 43 #1 2007 % 2010
LB R IR R - HEBR S BB MR ER
H <15 mL/min/1.73 m? & - B 10 & 4585
FHE T B BEL BT B % 9 T 5 1 4 A AR
e 7 — A <% g L B s A e LB T e RS 2.7
A o B IR SURHE 7B v L BT 7 < e FH AR
e 5 — U 2 B RH B A & A= LET (creatinine) BT
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T A5 0 JELBE B By 1.26 (95% {3 $E W R Ry 1.05-
1.51) 5 Al E B FRER B ISR EE 3000 DL A JE s Lt
Ry 1.26 (95% 15 & & [ Fy 1.16-1.36) {5 F &
- 3 O T ) 28 P 2 R R B o A e LB L
2.40 (95% {EFEE Rk 0.76-7.58) ; =t MEEHEEG
JEUs EE By 1.30 (95% {3 HA L [ By 1.00-1.69) » 22
A S fE - e 3 O ) 52 FH AL P B M R R 2
“27%H4HRA (graded association)?® -

Rodriguez-Poncelasm A 2018 4F #§ 5& 14 [9]
WA AR B 52 - 53 H7 2005 2 2012 4E [ 75 PE A
46,541 f i A+ 25 B T i Bl - B v HL B
] 3 L £ ] St - O ) A o v o s
B RS B W (R HEAT Ry 1.4) SRS
o S IE - 3 O T A 2 A 1 T Ml R\ L
Fy 1.92 (95% 15 fE I [ ks 1.00-6.19) = i i 4l fe
T B BT = 2 758 H 2418 1 B s 1 R
Bax kb Ry 1.78 (95% {5 H8 & fi] By 1.39-2.25) » i A
ST BT R B 22 A A ) 2 2R 8 1 R S
F JEBs b Ry 1.30 (95% {3 #E & [ fy 1.07-1.72) ©
it 5 SE I f58 FH S BlE - B Y L B 7 36 2% A 8 P Y
Mo iy Je o i 58 Y v ) B 26 1 = A1 A T B
m] 24

b 22 B i =5 ) e TR SR Bl AR Yk 38 2 —
= 75 B HE HI (Hill Criteria) © Vaezi 2 2017 5%
7% DA A HEHIRY O TE R HE BT A4 1= A 1 A e
- 3 O — e g s 5 ) I FH R ERT SR
BAER « I35 P SaUlE - e 3 O B ) s e Pk P
BB R - A S8R (strength) - A

F 1% (temporality) k2 B B (experiment) » {ELfi
—E1%: (consistency) ~ R E M (specificity) ~ 49
16 B (biological gradient) ~ & ¥ (plausibility)
BFAECME (analogy) - 72 E 1% (coherence) AN A]
% o R HAH A SERE - B v O BT 7 B B e s
B - BTSSR - AR (A2
R EVIBRRE - SR - BB
M FEEE MR T - Vaezi B Ry B T 52
Aam g dk et » A% Rk IR 2= e 1
BLAIF o B ARIRIEE e B RHERIR A E & H 2K
9& 25

=B = A RRENE ] gE
L
— 2EMEMEBL

< i - T L 7 0 e R T R
F T U RS B R B+ B A SV B T FH B
P P ) o B B AR IR 28 > T REZE I 2 FE A
(E—) WiEEY KXY EREEE
TRIE IR ESF - GUBlET- B TR H B A ey i A8 a2 8
M (—) TR EE pH {ELT 0 B B
TUREH ; (Z) 22 A MIREMER 28 KR
JeAERg I ER RS BRT 2 A P9 K2 5 (=) FHE
/M pH E T RHE A ESES FRIRIL Y - 1
omeprazole 52 i i M [ B 14 B 48 (i B H Ak R
a] AR T HIME 17(Thl7) 5 By 28 -

SRR E B R SRR RIS P &
HEEEERZ AEBREGFERFRER - H

BHE RN

e MEREME X \
=R RS

By R B S
WL
AN R R B4R
ABETEH =
JNEL iﬁl N
TEENKB

EE R NETAE TS O E R T ERR
BIBERERT - RO—RIER S EES

SRV AR R

A S 4REAZ 18

B— : Sk EAEETR IS B mEVHES -
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Geevasinga 1B ¥t Al T BH BT 5 [#ERY 28 A7
SMEREEEREA - FHRERREEETEE
PHETEI#% 3 2 6 i H - #EE DyREES (AL EE
FhEkBER R LR AR AE * - S8 753
L o 71 B sz 7 s e B e B 8 Sl T R T
Hef - TR B S ©

=~ {RMmEXAE
S R L T 1 g o2 ) B L SBRHE Y 258
LR

Tin 72 Bl Ik 55 1K 18 11 JB Bz o2 ik W i 52 /Y
13,226 i/ - 45-65 s 2 BLE A B HEE BB
IMEENE (< 0.7 mmol/l) B 184 B figers s A BHA
AN 2% A BHEARERA 32 -

RE R SRS RY I B M AR PR s AL AZ K]
T 1L B H M ES B 55 7 (NFKB) » NFKB HY{H
(LB A VIR » U LIER (regulated
on activation, normal T-cell expressed and secreted,
RANTES) ~ /113 8 (interleukin 8) Kz IMl/MK AT
A4 R K7 (platelet derived growth factor) &
BENIRHSREREAL - SR B TR RE 33 -

= W18

A B2 it Y R U 2 /% esomeprazole & & (—)
HEF /NS Dy RE T il 2 2 B T3R8 (proteosta-
sis) 5 (=) HFNEAHDIRE - Bk AT
(superoxide anion) * J&— & L& (nitric oxide,
NO) ; (=) kA MM 4= - DN AL - I
B AL T RE 2 SR B R FH B A B O I 7
R~ BRI R R R R — 3

HR

e B R LT P BSOR 245 5 SR
HIRDH 1S TR ERTE - SO AL EE
IHERR IAE ] - 5 Sl B RH B A o &
ELBE IR - Hes B e b - {ELE el - B
BELIT 4 A B IR S A IR AN -
FEEREITER -

{582 FH S - o BEL B ) PO S R P R 5
IR > IS 2R SR TRy S SR R e
AR ] o AR R IR R B L TR

FRE A

FHETRIBER - HATHETIA % » 7] 2255 2017 4F
&K Farrell F 12 I AYER PR FEFH#E 5 1 - HOR
N A7 B2 B iR TS IR - N RIE R
IR R ER R EEFRC KDIHEA » 1£H
AL FH S lE - B VR L 1 5 4 13 AT g
(deprescribing) iG 5  WEE ST 0 — 1T
¥ (stopping) 5 — ~ BEFE (stepping down) i
RE AR 55 — A2 RS HER ] 5 = » J8(& (reducing
dose) FU.f5 [ 8K (Intermittent use) e 4% 75 3K & ]
= (“on-demand” dosing) & - i HARMI /R 2ok A
TR A IEEEYIRY AR TE AR - A AR R Y K
REY) ~ WE - BRREER 2 2 3/ R
RS o AANEE 481 ~ 1233818 - IKEBET8
THRHETEI AR AR EFERE ~ 5 (Eh &
THRE BB ASEARRY HEH Ry e 2EEE DI )
Je ATRERY f& 5 & Ty B - SR AL FEHEAE ~ [
HElfegE e

o & B & H B A & B LR
(comorbidities) 201 LR ~ B FRIFE ~ O I %=
e+ O OF e g2 Y - (S R ] AU A
FE AT 1 % v 50 4 HE bR #8 B %% 2 (confounding
variables) s ffze ¢ o (RZ R Teassl - a5
THRE BB 4 o R R ~ 25 88 i Je 2 ik R 46
(9 ABRE - S FEEHR IR EE T O o ATLATRAM
JE - LT 9 S Pl - S L I 1 i B T vy H e
PR LR - MY T E - R
PR BB NG - GERRALER - FE T [T E R AL
IR AR 2 i i e 2 A RS T e B ITRE -

+=A
moafM

SBE T B T CH BT R AE TR B ERAH B 2
ANET SR SEY) o - EL B P 4 1 e o
PR HLIGHER s 5 e Ja b o {EE Sk TR
WEL 7 7 40 A o PR Y - EL B2 T L B 32 1
= |

=
V=

AP Z Wit BE E MR 68 H S Bl B e
7 7 5 | B - (EIRIR 2 T 1B R 2 Bt
gt - R AR TR TR SR
FEFEWS R AR SR - A RESL L E K R B
% o JHRFRAHE B 2 W S I S e B T RHL R
il [ 3 BN RO RE VIR I - BN A B IR TR
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Association between Proton Pump Inhibitors
and Renal Disease

Yu-Lin Chang, Jin-Sheng Chen, and Wen-Wei Huang
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Proton pump inhibitor (PPI) is among the most commonly prescribed medicines. It is a prodrug which are
converted to its active form at the parietal cell of stomach. There it binds irreversibly with H*-K* ATPase, that causes
an inhibition of gastric acid secretion. Over past period, the prescription for PPIs was increased much in all world
including America and French. Although they treated acid-peptic disorders effectively, studies revealed that PPIs
might elevate the risk of rare adverse events. Although lack of large randomized prospective studies, recent several
well-designed retrospective cohort studies and case-control studies revealed the relationship between the PPIs and
renal diseases: The patients treated with PPIs had elevated risk to acute kidney injury and chronic kidney disease
with hazard ratio 1.1-4.5. There were studies detecting a graded association between high-dose and long-duration
of PPI exposure and risk of renal outcomes. The power of evidence of these retrospective studies was weak;
nevertheless, the studies remind us to pay attention to the possible renal insult in the patients treated with PPIs long.
The possible mechanisms for the development of acute kidney injury, chronic kidney disease and end stage renal
disease with PPI use include acute interstitial nephritis, hypomagnesemia and endothelial dysfunction. Currently,
there is no guideline for the necessary follow up for renal function in long time PPl use. But we should keep it in mind.
When the indications for PPI cease or the symptoms of acid-peptic disorders improve, reducing the dose of, shifting
to H2 receptor antagonist or stopping PPIs should be considered. With more studied in future to clarify the causality
between PPI and renal disease, we will well adjust the treatment according to comorbidities and the necessary follow
up to improve the human health. (J Intern Med Taiwan 2019; 30: 239-246)





