EAEF 20235 AFH52K%9M 1287

\A -+
e = doi:10. 3969/j. issn. 1671-8348. 2023. 09. 002

B ILIR S X AR B L BB B IR B B

RXAR, E #E L PRI, TReRAES
(MEFABBRARERH A LA, 2 F %4 010017)

(HBE] B UEFILRARFSILASHRBFHRE@MBRBEFE(PDCMV) B FEAH L KT HHLERS
pCMV Bz e % 4, AiFx #BR202056 A£2021 56 AEZEHAINERERPEARE EAKRE
1500 g 9T FIL(BEE<32 FOAEBFZFH /T MMBERAFL, BT ZILE T EFFIURR,IERS L
ARE oW F K AN F TR LR FRAE FHLPESRRBECMV)EZFF IR HE, ARG
RER . FHEEZRFTERFBE TR AELELGQABR) RiBiE £, R EHANTTARFZILEAEFF, L P
& CMV-1gG MM 64 41, CMV-1gG Fa bk % 4 83. 1% ; £& fo ik CMV-1gG MM F 2469 -F 7L+ .19
Bl & A pCMV B e, BRI 54 29. 7%, 2 3 41 & A 0k fo sz A 42 5 4E(SLS), pCMV R M F = JLE % 0 5%
XCMV HEZWE G T pCMV B £ 48[ 64 334 (40 578 ~89 711) copies/mL ws. 23 168(4 902~53 629)
copies/mL,P=0.02], E#H & FHLE R &L EZH, pCMV B 4T )L aABR ki@ it £ 2 & T4 pC-
MV % #28(P=0.037),42% 28 C R &%k & (CRP)Ft & o s Aok 4 P Mk dm o, b B it b AR e i KR
AERPREF(P>0.05), i HIHLTEH CMV REAFZHHEFILRAFIL T mE T IL pCMV & % K
%, A pCMV B EMFZILE S L %L SLS # A Hil .,

[RERA] BRFFIGEILRFE@R RS A CEMRRERE bF P M b mFEE0E;NHiFE;
” R

[(FEZESES] R722.6 [XEbRIBES] A [XEHS] 1671-8348(2023)09-1287-05

Effects of breast feeding on postnatal cytomegalovirus infections
in very premature infants”
ZHANG Wenjuan .\WANG Hao ,CHEN Mingxi ,ZHANG Xiaomei”
(Department of Neonatology » Inner Mongolia Autonomous Region People’s
Hospital s Hohhot s Inner Mongolia 010017 ,China)

[Abstract] Objective To observe the incidence of postnatal cytomegalovirus (pCMV) infection in very
premature infants fed with breast milk,and to explore the relationship between breast feeding and pCMV in-
fection. Methods A retrospective cohort study was conducted on very premature infants (gestational age <32
weeks) with birth weight less than 1 500 g who were hospitalized in the neonatal intensive care unit of this
hospital from June 2020 to June 2021 and their mothers. The very premature infants were breast-fed by their
mothers. The data of gestational age, birth weight, delivery mode and gender were collected. The amount of
breast feeding,cytomegalovirus (CMV) load in breast milk,duration of breast feeding, clinical symptoms, la-
boratory results and failure rate of auto-auditory brainstem responses (aABR) were recorded. Results A total
of 77 pairs of very premature infants and their mothers were enrolled. Among them,including 64 mothers with
positive serum CMV-IgG,and the positive rate of CMV-IgG was 83. 1%. Among the very premature infants
born to CMV-IgG positive mothers, 19 cases (29. 7%) developed pCMV infection, and three of them deve-
loped sepsis-like syndrome (SLS). The very premature infants in the pCMV infection group received a signifi-
cantly higher maximum CMYV load than those in the non-pCMYV infection group [ 64 334 (40 578 —89 711)
copies/mL wvs. 23 168 (4 902—53 629) copies/mL,P =0. 02],and the proportion of fresh breastfeeding was
also higher. The aABR failure rate of very premature infants in the pCMV infection group was significantly
higher than that of infants in the non-pCMYV infection group (P =0. 037),but there was no significant diffe-

rence in the incidence of C-reactive protein (CRP) elevation, thrombocytopenia,neutropenia,cholestasis and pneu-
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monia between the two groups (P >>0. 05). Conclusion
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High CMYV load in breast milk and high fresh breast-

feeding ratio can increase the risk of pCMV infection in very premature infants, and very premature infants

with pCMYV infection are more likely to develop SLS and hearing loss.
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