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Literature Analysis of Adverse Drug Reaction Induced by Angiotensin Converting Enzyme Inhibitor

CHEN Lifang(Department of Pharmacy, Tianjin Haihe Hospital, Tianjin 300350, China)

ABSTRACT: OBJECTIVE To discuss the characteristics and generally clinical patterns of adverse drug reaction(ADR)
induced by angiotensin converting enzyme inhibitor(ACEI). METHODS The 838 ADR cases induced by ACEI which were
reported in internal medical journals published from Jan 1989 to Apr 2010 were collected by retrieving China hospital digital
library and analyzed statistically. RESULTS The ADR cases induced by ACEI are much more in the elder. The ADRs
involved multiple systems, expecially the respiratory system (581 cases, 69.33%). The prognosis of ADR is generally good.
CONCLUSION The cause of ADR induced by ACEI is varied. Correct understanding and omnibearing monitoring can
effectively reduce or even avoid the occurrence of ADR induced by ACEI.
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Tab 2 Type of ADRs, involved systems and main clinical manifestations

RRB AL 191 %0/151 P Lk /% AN RN ZE R (] )

LR 581 69.33 WK (553), FU(6), WEN(G), MESKAKIM(L), BPMRAMEI2), WRMREEM(3), WAFEANE(T),
S IL(3)

2 48 5.73 ML 2R MK (18), F2iB(25), fskits(3), (AEWH(2)

Wi RS 43 5.13 FIGB5(8), A dIE2E(2), & FARAKM3), Eagfbiadm (), Wimig12), Kike2),
R £0), FHES), KiE6)

O RS 36 4.30 DFE3), ARIMLEQRL), METFE(), OFEGB), OEFKREG), BHEREQ)

WA IR R G S SR 62 7.40 B H(42), IRA2), BIERIE(L), PEThAERERG(1), FLIRMELE@), IRHERQ), MIR(S),
B KM (1), HARGS)

Mg R G 6 0.72 AR Q2), B EREQ), K2Q)

Eoee 13 1.55 FAS), WBERTI(S), B, EREQ)

HHERG 11 1.31 KHHIQ), WIRZFEZES), KTRQ), BRTAM), FFHEBIE0)

LM EXN 33 3.94 BN IR(2), VAN (5), ML/NARIEAD(1), FEAE R T I0L(2), (R IMRE2),
THRi(2), WA (17), IR, fRigh(n)

Hofth 5 0.60 RWR(2), (1), BREAIM2)

&k 838 100.00

T E ARSI 2557 2011 4F 3 558 28 5 3 1Y)

Chin JMAP, 2011 March, Vol.28 No.3 -209 .



25 14

ACEIE 2545 | ) ADRJG N AL L5 25, FAMRIR
7. 838K, 17441(0.48%)FE T, I i/
W BRAR L™, P A B A 1), O B
B0, A Y, AR TR R
3 it

ACEIZE 2545 & ADRW M AN R AE 8 AN BE, 1H
P ZENEZH, KT408 19514 80611 (i
96.18%), IX 55 fry IfiL 1. 1R & i A A A H 224 N 065
BB LM% 1.03), $#E7R8: ACEIZRZ5W)
FIRMADREPER LB E KR,

M2 5 FADR K AE ) 1) B, IR R N 48
%, K& IL34%E . WADRIRIE A W, ElKADR
LR ADRM TR, N5 |l 25 TAE & I i B v
3.1 5l ADRMIHLAEI

Mg AT 40, ACEIZSZ5%5] K& [f ADR AJ
BREGEAFRGE, o DIIR R 450 30 )
Z (58141, 69.33%), LRI AMZW. Huli.
PRANE 2, A L S AR WU T i S R
ik 2 A A (2 00 o A K R ) A R K B T
AR ) I 22 5 GOk P A S RE A B 4
fift,  JIT LALACELZS 245 W) i 1l 8 55 7k 38 AL B 1) )
I, A RIEN TR, SR NG
SCHRAM BT, SRR S R R A G, JE T B
KRB LI

S B K A (2028 5 ACEIZS 254 51 & () 1L 45
PRI AT —E KR, Wk, PYIIT. LA
JAT AR ZE 7K TR, ) i 8 ph 48 1 K
i iy o AR

Ue AN, AR RO Lot 2 T 5 (312
241), JLHHEM L, A NIAPT e 542
Ja 2 MR K OB A G TR, AT
IR S AR B L, 05 R AT A4S 2 S A
AL E9E

ACEIZR 254 5| K (1) B 402 55 28 247 (39491
4.65%), AL AT AE L0 i Kok F A IR
I, (AR ERRAVE R, AT B (k>
NER) G NS KIS AR, A0 53 75 A 10 A W 4 T 4
P P9 I i N O L AR R L], SRS
ANERDE D ZER B o WCPE I IR L0 IS8 7 il 0
MR RAN . (R AR BRI T B S O AR Bk

-210- Chin JMAP, 2011 March, Vol.28 No.3

AP, G PR 0 1 Th e D
N7 JE G FH 24 o S 0 20U FH o E T 4 2 ) o A
W PR FE A WUET A4k, — ELUE S R SR b
PLSEH N ST 4 25100,
fEADRARIE I R BL, ACEIZE 254 AT LU
DRI 3 N5 5 26 R AU, N ACELY A2
I T 16 B8P 186 I 3~445% o (H /25 S ACELS Fb 24
A FH 5 R I 8 S ()99 B 308 AN 2 WL, BT LA
e P S Al Y 5 R s R
32 HiZwiA

TES AT IR v, PR 1R 2R VR AR 2
B ARIZ R IR B ROL A IR EE TR 5K
SR, BB 299 JOB 25 (1 25 B4R T
A I I8 R HLADR, JUILJE /D ULIADR. %) 4b,
1212 W I I F 41 1 1) i 1) I 25 5 A 25 4 ok i
5, — HHh, NAZEMEH ACEL W45 H ACEI
— AT AR DL e T S 2D A, DA 3 T (1
s,

LR AR TR ACEIZR 5] k11
ADRZR BN ARG, AR 2, 1k
AAEZfE Loy el, Wl RAETFHZEILAH,
FERIEJVEFA I, EE B0, A4
REFER ML A 2t il, — HLHEUASE R IR 23T
B2, TR R A5 R s R R A

REFERENCES

[1] SESOKO S, KANEKO Y. Cough associated with the use of
captopril [J]. Arch Intern Med, 1985, 145(8): 1524.

[2] ZHANG R Y, LIANG H W, YAN B. A case of acute
myocardial infraction induced by captopril [J]. Chin J Pract
Med(P#REE 2% 52 A4 &), 2004, 3(9): 771 .

[31  YUAN S P. One case of upper gastrointestinal hemorrhage
induced by captopril [J]. J Pract Med(3:H 2474 %&), 2006,
22(3): 363 .

[4] PENGF S. A case of causing death report about severity blood
platelets decrease induced by captopril [J]. Military Med(%- A
[£2%), 2001, 11(3): 49.

[S5] HARRISON B D, LAIDLAW S T, REILLY J T. Fatal aplastic
anaemia associated with lisinopril [J]. Lancet, 1995, 346(8969):
247-248.

[6] CHEN Y. After using captopril vocal cords and epiglottis
edema cause sudden cardiac arrest and breath [J]. Shenyang
Military Med (LB BA S 24), 2008, 21(5): 319.

[71 ZHANG Z X. Two cases of severity hyperkalemia induced by
perindopril and diuretics [J]. Chin J New Drugs Clin Rem(*
35 25 S R4 %), 2002, 21(1): 55.

[8] CHI L Z. Intensity cough 19 cases induced by lotensin [J].
Chin J School Doct(" £ %), 2001, 15(6): 443.

TSR T 252 2011 4F 3 H 55 28 4555 3 1]



[10]

[11]

HONG Z. Captopril cause a severity periodic edema [J]. Chin
Commun Doct(H E #LX £ Jili), 2009, 11(210): 179.

WANG Y F, WANG G H, CUI R L. Analysis of 28 cases of
renal functional lesion induced by captopril [J]. Jilin Med J(#
HREE ), 2005, 26(2): 147.

YIN L J, HAO J H. A case of hypoglycaemic reaction induced

[12]

by lotensin and hypoglycemic agents [J]. Cap Med(# #BI= 2Y),
2000, 7(3): 35.
LIU C J. Analysis of 54 cases of refractoriness cough induced
by captopril [J]. Chin J Pract Med(*} [ 5 F B 7)), 2008,
35(9): 90.

WA H39: 2010-06-16





