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Abstract

Case Summary: A 4-day-old female Han infant was admitted to hospital due to anemia identified 3
hours prior to admission. She was the first child of a primipara, born at a gestational age of 38 weeks
and 4 days via cesarean section for oligohydramnios. The amniotic fluid was clear but scanty, with
no reported abnormalities of the umbilical cord or placenta. The Apgar score was not recorded. Her
birth weight was 2600 g. Neonatal hemolytic disease screening conducted in our hospital yielded
negative results. Despite multiple transfusions of packed red blood cells, the infant remained ane-
mic. She was then transferred to a higher-level hospital, where maternal-neonatal blood group an-
tibody testing confirmed MNS blood group system hemolysis. Signs and Symptoms on admission:
The infant had stable vital signs but poor mental responsiveness, with no fever. Generalized sallow-
yellow skin was observed, without petechiae or ecchymoses. No scleral icterus was noted, and the
lips were poorly perfused. No palpable superficial lymph nodes were detected. The anterior fonta-
nelle was flat with normal tension. Coarse breath sounds and rhonchi were auscultated in both
lungs. The liver and spleen were not enlarged. The umbilical cord was still attached, with no peri-
umbilical redness or swelling, and the extremities were warm. Diagnostic Methods: Based on clini-
cal manifestations and laboratory tests, the diagnoses were severe anemia, neonatal pneumonia,
and patent foramen ovale. Treatment Course: The infant was administered piperacillin-tazobactam
for anti-infection, vitamin Ki for bleeding prophylaxis, AB-type Rh-positive packed red blood cell
transfusion, protein succinylated iron, vitamin B1z and folic acid for hematopoietic support, and in-
travenous immunoglobulin (IVIG) for immune blocking therapy. Clinical Outcome: After transfer to
the higher-level hospital, a definitive diagnosis of MNS blood group system hemolytic disease was
established. With IVIG treatment to inhibit hemolysis and red blood cell transfusion, the infant’s
hemoglobin level stabilized and no longer decreased. Currently, the infant’s anemia has been com-
pletely corrected, and follow-up evaluations of all organ systems show development consistent with
her chronological age.
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Figure 1. Hemoglobin changes
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Figure 2. Bone marrow cytology examination
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Figure 3. Hematuria tandem mass spectrometry
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ZFEEALRT Rh R240[1]. MNS MM RSG5 2 SR ONHIETHREED A EF(GYPA)LEEA B
ELR(GYPB) Al X 38 ] & A28 ER B R 4, ki P 2 P e G BB B A BE TR, 4w B T BGAN [R) PO 2 1 AR
FRA, MNS A RGAH PR E EARES M. $TN. 5T S &P GP. Mur 25, H i M Buiki s I,
FUCRPT GP Mur AT, TP M LTINS UG ) L™ %5 1) MNS-HDFN 5 5 3 ZE (1 BUR ST
[2].

EIRE, #HrAE )LV M7 (HDN) R E0% JE K L ABO M Rh MMAVARAE AT, MNS IMFAE sl HDN %
RNEW, RIFFE0.1%[3]. i M PoiEEES N IgM K 1gG BAEERL, Hrbga k2 H08 H R4 1) IgM
Pk, ZRPES FER, LFEIaA R, HAE 37 CAMIBE FLEM, —BASIERILBHA
JUVE I, /DB U R G 25 B I S 5 5 5 AR 1 TG M HiAd, BRSSP T fa i BRba4], ©F £
WFITIESE 37°C BA A I SVER 1gG Bt M FUARmT 51 &8 ) LRGET A LI 2w [5]-[12]. BT 1gG B4
M AR % % 755 7= 2E , TR I MNS-HDFN & 2E T3 I SR gR AR 2R BAG, 15 Py O B B I R I & MINS-
HDFN [ SCHRHRIE[13], $&7R B IR AR URAT AT AE A A2 1228 8 0L (0 8 70 XU

A B LRIAZ O s R BT ERE ARG (DAT) B . [ 4 CATHRIE, MN I RS54 2% HDFN
BB ARG v] 2 PR BHPE[14] [15]. H AT EMAZEFLHME DL H— i Py ifn it g i
B, FEPLM BUAEPOEHEFE, TOIETE LA R T BT R LR - PR E A OB M
AT I BE SRR T A1 B LT A AR, BE P BRI MU I 20 RAH 4, T B LL A B R T e
JREEAPUAREA L, FEDAT AIBAYE[6] [7]. A& )L DAT BRI, #F—BRE 1 FaR s m)
HHEE,

HIR, A5 HDFN LS EEST MM BRI, MFEADIR A B3, X 5% W HDFN A IR0 5 fUiE A
HRGER B RIUAE . S5EEHO R AEANRMEER, HNIHAZOPHSHT M JUdst 20 R i i i
H1E R % V)< . Nolan 25 A [16] ¥ RIE 1 B1E 1gM + 1gG B FIPT M Hidk S 808 A ) L4E 21 40 i 75 A= e
P PEFT ML I ], A HD SEBGIE SLZ HUAR AT B A0 RANIE A, SRR P M Prik nl e iE i pR 4 R4
Hl S EOA ML AR LG R R IS 2 R A1 = BV & . AT AR, 2040 B AT 1440 3% i MNS 4t
JRFA R T ROAL M, FEOLE G ZEP0 M JUR BT, XM AT A0 R, A B
LA AE Y, IR s PERE 2L R kD, P A BERACEE B R (8] [17]. A &) LB T2 5
MRRZTZR 19.0 mg/dl (H B /G HOEANEA &, HEN 5 9 i 7 007 AR IR 20 32 B B AR, AR 2RRa R/
Y SZ A0 T B A A D IS AR BEUREE, T AR M IH AT 3R B R PR G

] A1 P T35 9] 450 R [4] [9], AFAE— 2K “W RN 1gG BT M Bidk” , iZ2BPUARTE 4°CEAF N NS
PEIcHE, HALRETEARIR S50 NI, JFRes ol RSB AR ) LIS AR A . BT AHIE )L 2 FR RS
R BT M PR, FEANBEIIRASURTT M BRI EARYERT, HIX W ERGE 7 AE &) LR AR BE R IZ W)
Ty TR Re

5 AR MAHAAFE, HT M 85 ™ BT A G, ) LB MR B S5 N A RUE B,
B BT MU T i JC s R FE R [8], X 3G N 1 G IR VAL (O MERE, ik —25™ & 741 M-HDFN 12
WrF kP . Bt M-HDFN FIAS B 10 KU T BE AR At « A B 708K, Bt M-HDFN & LBEER 2 KT TR
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