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Study on the correlation between iron deficiency and
recurrent respiratory tract infection in children
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Abstract: Tron deficiency (ID) and iron deficiency anemia (IDA) in children are significantly associated with recurrent

respiratory tract infection (RRTI) in children. ID can not only lead to IDA, but also lead to immune deficiency or decline in

children and induce RRTI. Based on the literature in the past five years, the epidemiology, pathogenesis and diagnosis and

treatment standards of IDA and childhood ID were summarized briefly, as well as the correlation between IDA and RRTI in

children, so as to provide a basis for effectively improving the quality of IDA and RRTI prevention and treatment in children.
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Sk B A L B ) A LR R 2R,
RO Y T YL (respiratory tract infection) & i 2
H, IR S RULTFJLEE M T RE 1Y, 14
P IR I T U e B B R — 5 Y B T A —
2 Wi ol I B I 8 S e (recurrent respiratory tract
infection, RRTI) .

Hl, FEJL#E RRTIRFGECIL 20%, HATH

IgFSHER: 2023-03-09

TEHRENT: 28, FREM, JRTM: JLENRRGHEMKIZHE.
BEEE: WSk, 8IE(REE, R JLEPIR RGN L.
EE&UB: RlmsEIXEEEARZE R &Y DATH (21-E-17)

ETHEas Y RS RAAE KRB LS LT K1~ 6
Jil % )L B RRTI R 9 5 43 3l 78 3k 25% A1 18% 7,
RRTI G K &2 %%, 8L 2 17 16 JR K VE G 5% R B
(primary immunodeficiency disease) . . & Bk & H
(immunoglobulin, Ig) G. IgA. IgM 7K ~F & ik, T.
BkEE4i L. H 4R A5 (natural killer, NK) 4 g i
T ek R G, PR A i R BT fE S A2 RRTI
(BB REE

BBt = JE (iron deficiency, ID) & )L % WA
BuRzEz — ", ID FrEu Bk 2 (iron
deficiency anemia, IDA) 7R/ JLE 5 WL IE TR
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. 2016 4, 48k 5 LT JLEILM (anemia) KA
KRN 2%Y, BUERBFEFZNE. RETAMH~7
% )L # W ID J IDA K A 3 4y i ik 40.3% J
7.8% 1, JL# ID A1 IDA # WL DK 35 B R S K A7
fEAE . BRERAAE . BT SRER K. PRI RERg
BeE R 2 KOs Ao

ID A HU s hde N R R, EH AT KL
ID 5 RRTI 7 W& idRkiE . HA9%)LE ID Fl IDA i
P RIRHLHIFAISIT bR, DL JLEE ID fil IDA
5 RRTI A5
1 HEEERRISEIRE
1.1 JLZE IDA 2 WiknifE S fift e

AGNHTR (iR S LR Y A rh B R
2 LRI 2 AR 1Y (L 3 SRk 5 gk 1k 2
) Ut )L #E IDA S ibRiE O E A
(haemoglobin, HB) < 110 g/L. @ /N4 AR & 1
#4 1l (hypochromic microcytic anemia) . )&k i 15
PR s MR IS VRN Bk B A T AN B2 R %
MEREE G 1. OFFETE B RN L. ©M
LTG0 f B B B k> . ©HERR T BN
ikt T M A F AR . OBRFT 2 &, BRIk
AaIT 4 L E, HB AT BT 20 g/L BL B AT
& Lir®O. @%, HERE@O~OEM 1%, W
Z IDA ; WA KEGE. @%, MAHi2 IDA ; ke
%54 IDA 12 W7 4 4tF, {H HB 475 IE 3 Y6 3%, 4%
NAFLE 1D,

IR bR AE AR SRR R, Bl AR A R AR I bR T R
JLEE ID B¢ IDA &2 Wikt @ REWiaIT AL
2% brE, STEERUSW & RAHiZME, TEN
& PR T 1216 2 2 16 4
1.2 JL# RRTI 2 Wbk f s

HAE IR 52 LR 23 VR % 20 2 R [ bRk 72 3F
BT REAE L% Y, wiRl (JLER
S IR S SRR PRI R M & MIAR BRI UL Y B, SE4m A 90
%53 [E )L RRTUZ W A R2 Wibs e, T 24
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5. QEWiari, R ERRGE G, R R IEIR
18 J&% Y% (lower respiratory tract infection, LRTI) 43
N ERE TR E 9% (tracheobronchitis) « [ & fifi 4
(pneumonia) - @A X H, 1 ik 3 MRS B LE
TN ERPRTE G = T R 6 TS IR
RECRERKIR= 3 IR 2 0 2 IR, S AT 0%
B R =2k, BTG “IREEGE” 1 A
@Ta] RIS (], PR G TR B b 20> 7 d s SR I %6
7 50 LA T VR 26 1A A5 2 258 8 4 R R AR
2 SRAHHLA
2.1 HRouEREZAETIRE

B NMEAEENMEITCER, MUS5 HB G,
TR EE BB EE . e R 80117 JL
P ER B R E (K EE AL R 4 P

SRR Re s ILAL B F A G K 28 0L, 3B R)
AR Z A 5 Bk E PE, Sem ki R AN, 1R
FZA BE Bk, S S IE s S, mylE
LR, SEGRE TR T, W T e
T RE, PRI S Dok AL oK T A E 40 i
Wik 3% TR RE 7, DA HI 55 WP IRGE £ B R 40 TS R
JFARBE A7 P LB AT SR
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Bk M Th e TR
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kR 2R 7 2H 23 rh R B IDURIURE T8 IR O B 1A 15 BT 1
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TR P, BRI, L
G SR e RAEIRAS ST F2 M .l s AL, Bk
A 25 VA 2 Ak A i T P R R B Tt S R R . e
98 TR A Kl T (tumor necrosis factor, TNF) . 5 J& /4
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E AT YRR, 5 3500 P o Ak ) P B B
3 BRKSH BRI TR EZNHF

Pk RAMMIEFIBEMLFERE, |
2255 R RS K ARR R R R T Re
gz BV, FEBhAERE IR s ThhE
3.1 BRSNSk

T Ik E2 40 75 A I 3G JE B B 5 2R oo s DA K,
i Z RIS 5, SR BT AR skk.
JLHE ID A1 IDA I 4 Py i B 40 i 20 i ok 2> 20%
LR CD3 ', CD4 Tk E gk, [F B CD4 "/
CDS8 "LUfE T . SRekR] 8 CD4 " T 40 M358 5> 1k
S, AR T 4 B B B = kb RO RRIR R, 4
P35k T bk C 40 0 A 3 1A 400 % 28 T A 2 4] T,
H R g o R P LA R B, NK A B 26 HE T
HORRE P
3.2 BRER SR S

Btk B G HUAN 1gG KF T 4. Hassan & °7
RO IDA LR IgG KPR T IEW JL#E. 16
— I % IDA i3 1gG M LR 1gG,. 1gG,. 1gGs.
IgG, MIWF7E Eor, IDA 4H 1gG, /KF & % T 5% L
EXTEAL, LA Ig KPR ERAEE B,
3.3 BRESAE T

7R RS A o N S R N S N R L
iz A5 PO AR ARG SR, 2 AN N TR A AR
kTR, (R FRAEE PRI, W] IL-6,
IL-10 J% TNF-o % 40 i IR 7 4 il B4 i3 Bk 5 TL-6
2R FIEMIE, IDA BJLILE IL-6 7K U] BAK T2
RENEE, HARAE T A1l epsts BastEe T =7

UEAh, 20 R 7 B A 2 4R 4 A T D RE
LPUAR PR YR, TL-6 78 248k 8 2 PR Ik 3 EA
T, SEEIEEN -1 854, w0 4 N gk i
B, AR R FUAIGL A 20 R 5028 B A A W 4
il & 48 (mononuclear phagocyte system, MPS) H £k
s MAEAF ML B R IE, DGR 2R SRl Al B
WR AR R A o X B % R RF B AE AE B ARE A
JiT 4k S 7 AR, MPS TR R IR il 2> 5 340 40 i HB
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A BRIV AT F M . R, KA 5% T B S e TR
Fi HB ACF AR 7, IR S 15 s shhg 1A
IR Z —
34 BERSASEA. YmED

ABEARL MRS EHEED, HEFHRN
IR T A S Th e R A e ) T R
eI, LK AR A AT BH R B R B TR AN A, AR
REENIR ; MmN )E . FLER R AT ]
AR, DDA AR, BB R A A
TRIE, FR RS R 9 AR AEREIR
TE RGN, PR AR AR IR Y B R G R I
2, PRPNEBREZ AT S BCASE AR R E YA
R T, BRARKLA G BB T RE BT B E A E
TETRE NI B A sk Bk, DR R 3 Mk T2
IR P2 5 o B4 B B A R 1 R 40 RS 1L
(e VR . EEEH FRLTE A P 5034 o
4 JLE ID/IDA 5 RRTI %14
4.1 ID/IDA 5% RRTI

W7t R, IDA JLE Sk LRTI R A XK /2 1F 5
XTHLE [ 4.6 £ BT MhAh, SRR RS
PRE AT P EURAC AL, O BRI RSOR B
Z, FEARHFIEEE A&k, SR AR E A%
BARE A TIEE, JRES SRR T & SR
WO o0 Ao 0K S P 5% im0 ) AR LK ek
MR, SECEFRAR, BRI, S
RRTI®Y,
4.2 ID/IDA 5 RRTIs 4 H50

WEFCLIR, WPIRIE 5% AE P E ik 5 k1 2 K F
A P BRI SRR, R A P Bk B RS,
W ID 32 IDA™ . IR e R v, A
Bk Bk Z IR A BR B 2, #F B 9 IDA AT RE 1 K
IDA W BEACHUAAR G 7y, S8 I aE o) il ik, ek g
k5 T EE SARHE, 7E— e AR LR IDA
5 RRTI H AR .
4.3 HRFT TR

WIS, BRI FlRE 7R S i 2] IE IDLIDA [Fli,
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FEAIC RRTI A 2. AnifE A =2 F1VRIT 6 ~ 24 1N H
IDA B24)) )L 3% 0 ik 96%” . Ghosh 2§ “ & ¥,
WREGEREFREIG, BILRE LW I g 5] 4
1% 28%. Chen %5 “" KB, #Fe4kHIEIT S RRTI K
R PR 10%. Bk, Bk SERGEIREZHR, 5
51 7% RRTI, FMEAT Bl s L 28 A (g BRI, s/
T J5E F G THIFE I o

5 FiukEit

SR (LB Bk 5 Bk 2T B va RO

JA44)L# ID. IDA [ ia 48 it 5 0 i~ . O - B
FLMEFRB)ERERE 4~ 6 MHKE, KNERNE S
s, IRAMEIFERAN THEFEIL, BRERS
BRIC 7 Fl. AISGAS IR BRI B KRR . PIVE R B
WA, BERIERI W EZ L, DOE 2B 4LE
KEBIFHE. @%4%))L IDA BT : Dk 2 1
B, anBREARR AR BRER K K R SRS, 7
EHBICRY—H4 ~ 6 mg/kg, 42~ 3 KRR
H, sshdete xR C AT 250k, X IDA &% HB
KB IEH K, TSRS 2 > H LA 2t o
2o Ot RHE EH, ks JLE ID IDA BiiE &N,
T F 547 AR L 3E RRTI AR S 2 50
6 Lk

IDA W] B HLAAR G5 75, 39 I g Wi GE 7 Jk
RO S — 0 TR W AR, E— e R B AT
IDA 5 RRTI BB, 54h, 47 ID. IDA &)L
AR 14 7] B 7 i A {4, s 5K R A R L T
SRR, oG R LR BRI
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