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TEOL, IFHRIT G . ik BERIZBE T 2014-07 ~ 2015-06 ik ) HbH CS 5 i3 64 1], i IR 4532 I
YIRTT 43 VI (n =34) IRV (n =30) o LRI IMLL A (Hb) AL A0 (NRBC) | 2L 4l
JL(Ret) | 1 4HH6E(WBC) Fi1 SF ZKF B MRI T2, I 25 55 InSF(SF 1) @ SAXT40) K JH MRT T2 " EAG #H 56 Pk
MHEIR. &55%  YIIR4L Hb \WBC F1 NRBC /K F-Yym TARVIMAL, 22 56 Gt L (P <0.05) . Y4 InSF
FUF MRI T2 " 7K P34 0 3 = TR VIBAL (P <0.05) , LRI ZH SF /K i TR VI, 1 LIC KPR F AR Y
WR2H . VIRRALF MRT T2 * 4R F InSF 2 G (P <0.05) ;InSF 55 Hb S HAAHIE (P <0.05) , 54E# \NRBC |
WBC K i I 2% 53 52 IEAHSG (P <0.05) o SKRYIMEZAF MRI T2 " 5 InSF 2 AHE (P <0.05) ;InSF 54F % 5 1F
FHIG(P<0.05) . &45it  JiF MRI T2 " /] e W iRk i i 0 , HbH CS W5 iR YRGS SF /K P15 LIC 245 A —3
AL, % T VY IR R AT ITAL TR 45 5 5 SRR H R 6 DR T VIIIRTT B8 R A AT 17 100
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Analysis of iron load in splenectomised and non-splenectomised patients with HbH CS disease NIE Wei-ye,
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[ Abstract] Objective To analyze the serum ferritin (SF) and liver iron concentration ( LIC) in splenecto-
mised and non-splenectomised patients with hemoglobin H Constant Spring( HbH CS) disease, and to explore their
correlation. Methods  Sixty-four patients with HbH CS disease treated in our hospital from July 2014 to June 2015
were selected and divided into the splenectomy group(n =34) and the non-splenectomy group(n =30) according to
whether to receive splenectomy or not. The levels of hemoglobin( Hb) , nucleated red blood cells( NRBC) , reticulo-
cytes(Ret) , white blood cells( WBC) and SF, and hepatic magnetic resonance imaging( MRI) T2 " were compared
between the two groups. The indicators correlated with InSF ( natural logarithm of SF) and hepatic MRI T2 " were
screened. Results The levels of Hb, WBC and NRBC in the splenectomy group were significantly higher than those
in the non-splenectomy group( P <0.05). The values of InSF and hepatic MRI T2 * in the splenectomy group were
significantly higher than those in the non-splenectomy group (P <0. 05) , reflecting that the level of SF in the splenec-
tomy group was higher than that in the non-splenectomy group, while the level of LIC in the splenectomy group was
lower than that in the non-splenectomy group. In the splenectomy group, hepatic MRI T2 * was negatively correlated
with age and InSF(P <0.05) ; InSF was negatively correlated with Hb (P <0.05), and positively correlated with
age, NRBC, WBC, and blood transfusion levels( P <0.05). In the non-splenectomy group, hepatic MRI T2 " was
negatively correlated with InSF(P <0.05), and InSF was positively correlated with age ( P <0.05). Conclusion

Hepatic MRI T2 ™ can reflect iron load in the liver. Inconsistency between SF level and LIC exists in the patients with
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HbH CS disease after splenectomy. Evaluation of iron load in the patients with thalassemia requires a comprehensive

consideration of whether the patients have received splenectomy and the iron load in the viscera.
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1.1 WFEXT% 3%$ 2014-07 ~ 201506 i %
FN =R (R N RS = O = BE)
3297 1Y) HbH CS 5 i 64 ] AR i & 2 A 4%
ZYIREIT o0 VI (n =34 ) TRV (n =
30) o AIAFRUE: (1) ZHhrbif 23 i A PR DU 5] &
(TR g5 A s A=) Al A BR A W) K 124 HbH CS
i, BITEAE A o B BRI B I o« R HY
(2)4FH% 14 ~65 % . HEBRARME: (1) B B A6
Fa B A B8 1M (AN SRR 2T I . B B S PE T
MPEF LA ) 5 (2) & IF F I st A% 1 I (5 2R 9 55
M5 (3) 3 3 > H AR L ; (4) ik 3 MHAHT
B 1M 245 B8 A PR 2 RN B S 25 FH 24 25 (5)
AERBIER . TR RIS E SR E . VI
L VI AE 18 6 ~43(22.6 £ 10.6) %, YIELE
ANHRIISE] A 1 ~32(7. 1 £6.0) 4F, AR 5
LR 2E F IR g it 2 L (P >0.05) , AW
Ptk WLk 1

k1 WAEEZERLER[(xxs),n(%)]
5 LERS A 1l K ) A% ]
4 5 gy — (53
5 i 1 % 2% 3% AL <14 =14
6 20 34 14 20 29.75+8.97  26(76.47)  3(8.82) 5(14.71)  30(88.24) 3(8.82) 1(2.94)
KU RE AL 30 13 17 30.67 £10.69  21(70.00) 6(20.00)  3(10.00) 24(80.00) 5(16.67) 1(3.33)
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WBC) Jdi/b i/ M s B S Ik St i AR 5
(HBIFEM. VIRATTIREUIBRA, KT H
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R, 500422 5 mm (10 mm 7 EE KRR
B, T NLE A i S e A M Sl ik R )
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3 A i — I, i AR AR 3225k : (1) Hb <50 ¢/L;
(2) B IR T ARER RGO AR L EF 2R,
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IR AR ] A AR SN . SRR TTRLR ] Spearman
BASE . P <0.05 J2Emf qit=aiE o

2 HR

2.1 PR ERE. VIR Hb \WBC Fl NRBC
KR T AL, 22 574 Geit27 0 L (P <0.05)
W2,

F2 WHRLZIATLE(xxs)
o Hb WBC NRBC Ret
al o oeEe (x10%L)  (x10%L)  ( x10%L)
- 0.29 361. 15
VI 34 91.21+17.42 10.46 +4.18 (0.16.0.58) (298.15.435. 60)
. 0.00 309. 15
AOIRAL 30 742751518 7.20£2.29 0 6011 (23130 40k, 55
vz - 4121 3.800 4.788 1. 601
P - 0. 000 0. 000 0. 000 0. 109
2.2 EmTEAR LR UIR9AH InSF R MRI

T2 K3 TRV, 2 A gt L (P <
0.05). W3 3. MUIMfL SF K-F & T AR U1
41, LIC KPR TR DI 4

®3 FWHABRATHERLE(x+s)

MR Bil%L InSF JH MRT T2 * (ms)
VIR 34 6.73 0. 95 3.77 +3.85
Feb 30 6.20 +0. 82 2.23+1.85

t - 2.386 2.067
P - 0.019 0. 044

2.3 PN SF i MRI T2 5 HARASARAH O 5B 25
B UIRAUR MRI T2 54E#$ 1 InSF 2 HAHIE (P <
0.05) ;InSF 5 Hb S A3 (P <0.05) , 4R
NRBC \WBC K fi Ifi 2% ) = IEAH & (P <0.05) . K
YIJLLELIIF MRI T2 55 InSF 5 646 5 (P < 0.05) 5
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%4 W4 SF T MRI-T2™ 5 K fi 45 A7 A0 X e A 46 R
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4 5 B
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I
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RUIMAH
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HbH X185 W . X AT RES HbH CS Jig & 03T
ML LA 2k 75 HOH #E B ™ E A ™ . A
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