5521 50 B RIUH & Vol.21 No9
2019 4E9 A Chin J Contemp Pediatr Sep. 2019

doi: 10.7499/j.issn.1008-8830.2019.09.010

I - GRS

WML2E 3 P H Wi 58 LU w35 Pk
FepkE 1z kP Ese

1R EWZ' HEE ERR it

(RINTFTILFER 1. F; 2. ighme, 4 KI 518038)

[(WZE] B& o¥/NLmLLEA U (HbH ) i s R A Z A (sTR) AP, HiTHY
HbH WA IMARE MR . Fik 99 55 1) HbH i UL LK 30 i # e L8 (XHHR4L ) SfFgestge, [l
PRSP | ARHR A HBH J2H DL RO R ) I Y 285 I s TR /K-, £558R 55 i HbH i, Sk sy
39 4], ARBRICTY 16 4, Bk R SAEGIR HhH 41T (Hb) | P 4igiasl (Mcv) | SFEImLEf
i (MCH) BMRT XS HRZH ( P<0.05 ), 1LV sTR ZKF-35 15 T4 BEZE ( P<0.05 ), BB A HbH S 2L 40 ( RBC ) |
Hb KR T 52 B HhH 54 ( P<0.05) , T MCV. MCH LRI sTIR 7K T2k B HbH J%2H ( P<0.05)
HbH J5 f8 JL iM% sTER 7K 75 RBC. Hb /K P2 GAHE (r 435120 -0.739, -0.667, ¥ P<0.05) ; 1iii 5 MCV,
MCH 2 EAHIE (r 4350020 0750, 0.434, 34 P<0.05) o 58 I sTR 7KV 5 HbH %5 S8 LZ AR B ARG, 7]
figse HbH iR 77 1Y — P45 [ HELRILRIZE, 2019, 21 (9) : 894-897 ]
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Serum level of soluble transferrin receptor in children with hemoglobin H disease
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Medicine, Shenzhen Children’s Hospital, Shenzhen, Guangdong 518038, China (Chen Y-S, Email: chenyunsheng66@163.
com)

Abstract: Objective  To investigate the serum level of soluble transferrin receptor (sTfR) and its association
with the degree of anemia in children with hemoglobin H (HbH) disease. Methods A total of 55 children with HbH
disease were enrolled as the HbH group, and 30 healthy children were enrolled as the control group. The HbH group was
further divided into a deletional HbH disease group and a non-deletional HbH disease group. A retrospective analysis
was performed for hematological parameters and serum sTfR level in all groups. Results  Of the 55 children with HbH
disease, 39 had deletional HbH disease and 16 had non-deletional HbH disease. Compared with the control group, the
deletional and non-deletional HbH disease groups had significantly lower hemoglobin (Hb), mean corpuscular volume
(MCYV), and mean corpuscular hemoglobin (MCH) and a significantly higher serum level of sTfR. Compared with
the deletional HbH disease group, the non-deletional HbH disease group had significantly lower red blood cell count
(RBC) and Hb level and significantly higher MCV, MCH, and serum sTfR level. In children with HbH disease, serum
sTfR level was negatively correlated with RBC and Hb level (=-0.739 and -0.667 respectively, P<0.05) and positively
correlated with MCV and MCH (7=0.750 and 0.434 respectively, P<0.05). Conclusions Serum sTfR level is associated
the degree of anemia in children with HbH disease, and sTfR may be a target for the treatment of HbH disease.

[Chin J Contemp Pediatr, 2019, 21(9): 894-897]
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o MU FPHER M (fRTAR “HIEET ) 2T o BREE
P 3 PR 28 A4 Bl S 30 o BR B 1A A R B 1 —
L8N b 17 S o £ | e O i IS [T BN
FA (Hb Bart's JIf JLKIPEREAE ) PO, HriE]El o
HFLENM L& H H 9% (hemoglobin H disease, HhH
g ), e Eh T AR A R I i 2T R R
ML A HAmfR4 ", iR FRIEA 5t
Hollm R 5 Bt RR T 5N R R B SCHh, A b A
NI R RS S R O P TR R
ZAK ( soluble transferrin receptor, sTfR ) % H Tkt
BRYEFL LAY, I SE4ER, Xf sTIR 7EHLEZE Y
WG 2 0, Li 45 R, HESE N2
PRCTIR )-1 k98D RENGE B AL/ JCRGE I
WA R STIR 78 HbH 5 A7 FBIL I R AR
18, AWFIEE XS sTIR FEANRIZE AL HbH i 7K1
PLKS M b5 C R B9 20T, ok HbH Ji 1Y
PLRIATFE S RIR Y 7 B BEll, B4R
1 ZRERZE
1.1 HRXNK
[1] JB5 4 44 A 2016 4F 12 H % 2018 4F 12 H 3k
Beffi2°4 HbH % 55 @)L, Hrh 55 32 4, 2
23 i, MEEIJCEG KR FR3TAR 14 %,
SFEHJAERS 3.0 %, BEHR[R]— B Ta] Bk R B pAc A 1) T
e JLEE 30 B0 IRAL, o 55 18 4], %
12 6, HEBRGIT B AT . BRERIEST I A A i
PP LA K 3 A4 H W iy )L, A 23
B B2 e B 23 D os b, ibiES oy “IRLEAR
[ 3CE 12019 (013) 57 o HFFEXTE RIS A
NI FEe
1.2 EENESIKH

EE RIS XS-800i 4 [ 3 Fisr2K ek
UL ( HA Sysmex 25 F] ) . DXIS00 4= H 344k
A (RENEE AW ) . PCR I AURIEE R
AR FRGE (TR R A g By 2 | ) o LUk
S ( L[ Bio-Rad 22 /] ) | 5430 /N4 5 5K sy 3k
O ML (8 Eppendorf 24 7] ) . YN-HI6 fH i 4458
I CRINEREA F] ) 5 FEEF 4 1 DNA PR
Fi B G AR A 1 A BB A 1 A i o DR ARG 0 3K
Mg (RINEREAW ) o

1.3 MEFHH

K 4 A 3h 4 25 1 BR T B0 2T 4n i
(RBC) . MZLEE A (Hb ) | ~FHLLAHHAFI(MCV ) |
SERIM LT S B (MCH ) SRR,
1.4 1% sTR &

K4 AaEAR T, 18 Ak ROL R
I 1Ly sTER .
1.5 EEEN

B 200 pL EDTA-K2 HT & bR A<, 2 B8 42 1
DNA PRt § 07k S & idd B A5 38 1 i Rt 12 B 3
[ 20 DNA, % JH Gap-PCR 46 I 5k 2 Y a- i1 %%,
RDB-PCR #il] o SRS HY 255845 |, 458 {Ll HhH 5
LR AR A% B ORI R A /] AT
SEPRIIN i
1.6 HITFEHH

iz ] SPSS 16.0 GeiH AR #1748 124 4y
Bro TR BERIDIAME « brifE2s (Rxs) Fom, =
BRI 2 5 2550 B, AL P G LA R
SNK £ 85, sTfR 5 i 9% 2= F0Hs i A0 S PE 2 B R
Pearson /M1, P<0.05 2 RAGFE L.

2 #R
2.1 WMBEBEFERKLNER

55 % HbH JgH, B A 39 ], JEHRICAY 16
B, Bede R HhH fi DL --SEA/-03.7 3, R
H HbH 5 L) --SEA/aCSa HFE, W3 1.

#z1 55%] HoH mEJILMEFEE S
JE PR n(%)

SR

--SEA/-03.7 25(45)

--SEA/-04.2 13(24)

--THAI/-03.7 12)
ISR

—-SEA/aCSo 11(20)

--SEA/aQSa 1)

—-SEA/aWSa 12)

--SEA/0cd300. 1)

--SEA/ocd610 12)

—11.1 Kb/aCSa 12)
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2.2 fREB, JEHRKE HbH R4,
Mg

Bl g AL AR Bl g R HbH g & X B4 = 4
RBC. Hb, MCV, MCH }Z sTfR Y b4 25 5 #4 HA
GuiterE X (P<0.01) , HApHI 4 RBC & F X}

R ZH = ZHAY

M2, JEHJCRIZE RBC IR T XA, SR AR
BRI HbH J54H Hb, MCV . MCH PHIXT% IR 4H
sTR ¥/ F X 4. 6k 2k 7 HbH %% RBC. Hb ¥y
e T AR B2 A HbH R 41, 1fif MCV, MCH, sTfR
P THEBR % HhH Je4H . W36 2,

T2 HR5A, JEERSKEI HbH fRAE. MRBA=ZHAWMERFESH (xxs)
; RBC Hb MCV MCH sTfR

ZH 5 1

4L B (x 10"/L) (2/L) (f1) (p2) (nmol/L)
X HE 2 30 47+0.3 127+9 82+4 27415 19.7+2.9
ik 4 HhH 39 5.7 +0.6" 89 + 8 52+ 4 158 +1.2" 50.9 + 10.0°
ARB S A HbH fi5 15 3.8+1.0" 68 + 18" 678" 17.5 £ 1.7* 118.2 +28.2*"

FAY 52.2 184.3 298.1 610.1 259.8

P{H <0.001 <0.001 <0.001 <0.001 <0.001
e AEGRR T HbH 41T 1 6 --SEA/aWSa RitAG T, a m SXTRAIHEE, P<0.05; bR 56U M HhH 41 i, P<0.05,

2.3 sTIR 5SMikFIEMRIEXES T
Pearson AH 431 i 7n : HbH 455 & JL sTIR 7K
V-5 RBC 1 Hb ZK-FH R AFHIE (4351 r=-0.739 .

200 =-0.739
P<0.01
Y=-23.514X+190.676
~ 150+
3 .
£ 100-
&=
E 504
()_
2 3 4 5 6 1 8
RBC ( x 10™*/1)
200
~ 1501
=
2
E 1004
&
& 507 =0.750
P<0.01
0 ¥=3.049X-100.862
0 0 6 70 80
MCV (fl)
B 1 sTR 5k &EFiEtraMExE
3 iTig

o LR R 7 Ml DX e DL A SRR DAL g AR
FCrp HoH 2 o M/ TR B9 8L AP ™ E 1Y
KA, TR HDA (02B2) 1 o fEA LA,

gﬁﬁ:bo

896

-0.667, ¥J P<0.01 ), 5 MCV . MCH 2 1IE A2 (43
5 7=0.750, 0.434, ¥ P<0.01) , VLK 1., JEH%E
# HbH 5404 1 1] --SEA/aWSa A1 ASEiT

200 r==0.677
P<0.01
Y=-1.550X+199.802
~ 150
=
S 1004
&=
E 50
0_
20 40 60 80 100 120
Hb (g/L)
200
3 150
Z 100
EFE 50 UYL
% o0 $3°E r=0.434
P<0.01
0- ¥=9.634X-86.952
T T T T T T
2 14 16 18 20 22
MCH (pg)

sTfR 5 RBC Fll Hb KPR A, 5 MCV, MCH RIEAHX,

Z4MW B HEIE U HbH (B4) , UIFRTEZL 40 B I
T AL I, HbH 5 £ 220 R P AR e Je AN
JEBR R, A ERAANA A TR ELRE T
)8 T HbH %, (HI2AEF /D WY, FEARRF5E
H A HhH s 2 THEE B HbH i , L --SEA/-03.7
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NE, XSGR MX LR A S O R R
gE B 5 -SEA/oWSa 5 4R & T Ak G 2 % HbH
W, (BB AET --SEA/aCSa Fl --SEA/0QSa, Il
WEFAR AR ANIALTE sTIR #REEE 5, I AARHFIT A
4 --SEA/aWSa BILAGETTHorHrh o AR
SO HT N, BB HbH S5 B9 28 MFR R L 2k
A HbH ™ 8, X EHRFEZES " i —3. HbH
I 1) S OPERR T 2R AUARI AL, AIRBIA A — LR Al
(IR

sTER J& 40 L5 TR 2848 /K fife B AR A 1Y
R B, TR ML T RESEA A M LA R D 7 R
PEPEBR AR, HAKE 5400 TR 2 P17 6R,
PRI I 355 STER 7K A ] 422 s S TR 7K, sTIR
SRR A AR R AT R ), TR Y
TEOLR, sTR _EiE "L Ak, EMWNANE B &
B I 2R IR STIR At M, HApLHI AT
A6 -5 21 20 B TC A0S IR B BRI A A e, i AR T Y
R B, B HLAL L0240 i iA i %235 TR, TiR1
FIRW D RS PR TO R ML, S ECRES E  h]
PELLHMIAE B, B 1k 4 Bt 2, AR
R AREE R A RT A TR (263K, o B HIZA 1Y
RITARAE T —AN 71, TIR1 £ HbH J55 H A FHL
il A B AR %) T8 2 2 ik 2 11 2 A5 T LAk 2 HbH
i TIR1 IR, KR RATLUSIFIE I E 4 .

Tk S PR R B, T AR ML IX O RIS A M AT
BIL sTR ACETHE AT, HA5 G RE B ™ &
PR —2 [FEF, ffT8 W52 2] HbCS-HbH ¥
JL Y 52 1 A B L i 2 A8 HBH 5 B Lo ™ i, H:
STIR 7K -t i T-HeJe 8 HbH g L., Whergg s 1Y
HRIE B A HbH 5 5% sTIR SE449/K S s F1E
W AW, ANEREIH HhH ik 2 Rk
JH HbH H, sTR KF-3498 F1E# % B, ik
5 HbH 20 T s SR B G AHDCPE 3T s
sTR 7KF-5 RBC A1 Hb 2 FAHSC, o2& il sk
Je 7Y HbH 5 f L A% i A% B be Bl R B TR ™, SsTIR
IKFHE

ARG BT E IR, 1 HA HbH %
A, 58 T sTR 7E HbH i i 7K
M, 3R STIR AJHELE HbH S 09 &ALl ke 5]
T—EMER, MU HE—2 B A LS AT
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