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Clinical significance of red blood cell distribution width in patients
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Abstract: Objective To investigate clinical significance of red blood cell distribution width (RDW) in patients
with acute cerebral infarction. Methods A retrospective analysis of 267 patients with acute cerebral infarction who
were admitted into our hospital from February 2015 to March 2018 were involved in this study. Patients were divided
into high RDW group (RDW > 15%, n = 78), and low RDW group ( < 15%, n = 189). A total of 30 cases of healthy
people were recruited as control group. Serum levels of Hcy, MMP-9 and hs-CRP were measured. NIHSS score, ADL
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scores, incidence of HT and MODS were evaluated. Results ACI patients experienced increased levels of RDW
(P < 0.05), Hcy, MMP-9, HT and hs-CRP (P < 0.05) compared with healthy individuals, all of which was further
increased when compared with those in low level of RDW group (P < 0.05). NIHSS and ADL score suggested that

patients with low level of RDW had better prognosis (P < 0.05) when compared with patients in high RDW group.

Conclusions The serum levels of RDW is upregulated In ACI patients, and high levels of RDW may indicate poor

prognosis.

Keyword: acute cerebral infarction/cerebral infarction; multiple organ dysfunction syndrome; red blood cell

distribution width; hemorrhagic transformation; prognosis
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cell distribution width, RDW ) 5 —26 585 K 1 19 K38
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TEARESE 2 AR, SUbRIE IR I &RE,  anih ik
Ak ( hemorrhagic transformation, HT) MZ48E Hhfck
FZEAAE (multiple organ dysfunction syndr, MODS ), ™8
P AR R AR . AR HEIR YT, MR TR R S
T AR BIRI I 48, TR R BUR K, s If:
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T A B KA IS K B B T 40 B i 28 R R 35 4t
267 B, Wi A RE AR SE IS Wik 2, &
i CT 5 MRIESE, JirAg B A& A JF HoAth 7™ S50
KA 8 RN TR FAR S E KI5, WA R
AR ARG o F P R PB4, RIR bR AL
R PR . PR, IR ABLE H
AT . P28 BRDUE . B iear s LR ek
7. MR MG T RDW 97K 43y 4 5 41 78 1)
(RDW>15% ), %4 189 ] (RDW < 15% ), RN

WELLH( 267 ] ), [RIAHA ST G HELZH , BIEEE A RE 30 141,
1.2 —fga

HRAE 838 ABE IO O — A5 2, anaFs | e
B, RESE (BMI) . 1K P55, BMI= K&
(kg) /B (m®) CIEHH 18.5 ~ 24.99 ) ; TEHE
MK, BUAI ERn R, TREE RS TH
ARER T TI , HC 3 R ) B T S (O
HC4E T >90 ~ <140 mmHg, 1F 3 &F 5K JE >60 ~ <
90 mmHg ),

1.3 A IEIRRIEITRE
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T £8 2 [R]ARL2EBE 4R ( Homocysteine, Hey ). 3&i 4 )&
H A i -9 ( matrix metalloproteinase—9, MMP-9 ). hs—
CRP .RDW “f 5. FrA P4 R % [ Cobas 8000¢701
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SR BERF B T D BR B L 3R ( National Institute
of Health stroke scale, NTHSS ) ¥F43 1 H & & 1% 1% 8h
(activities of daily living, ADL) ¥4, < 2040 N84
BB, 21 ~ 40 73 Nl BARKIEBY, 41 ~ 60 73 i 5
DT, >60 43 N EEAS H B
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B A3 HT R FH SPSS 19.0 Geit- it TR
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o #= 23 RDW A [E 7k ¥ 4234 77 I J& NIHSS. ADL.
) ‘ MMP-9., Hcy X hs-CRP 7K/ EL %
21 FWH—BEMMLER

WA AR TR LI, 2R AGITFE X
(P <0.05), ML RDW /KP4 xf BZH =, [alAs Hey
MMP-9 K hs—CRP /KF-IRExT Bl th T, W3k 1.
2.2 RDW FRE/KFAHAHEIELEEHLLE

W CT 8% MRI X E ATk A, 45 L9,
267 ] ACI F 35, & A HT36 ] (13.5% ), i & A=
MODS 11 i (4.12% ). A~[A] RDW 7K F-2H L4 & 3,
RDW # = 4 HT /9 & 4= % (205%) 5 RDW # ik
H (106%) &, ZRAGH =X ( x’=2.291, P=
0.001 ), RDW %41 T RDW 441 ; {H RDW #i5
2H & MODS () & 1E 2 3.85% )5 RDW %K 4H( 4.23% )
WA, 2R TG FE L ((x=1.355, P =0.537 ).

FIHT NIHSS J ADL X} fir g (8 & A7 vPAh . [R]i
Kl MMP-9 ., Hey M hs—CRP f97284k, 45R KB, ih
ST R I9 RDW % 240 MMP-9 . Hey M hs—CRP #5455
RDW #{I4H HL#, RDW A i (1 =6.558 . 5.922
112,766, 4 P =0.000), i NIHSS 5 ADL ¥4 2% 5
TeGe it X 1 =-0.445 F1 -0.394, P =0.657 F10.694 );
HLLIRITRT, 16975 TG RDW 4% i S 4 IR 4
H % MMP-9. Hey & hs—CRP 7K - 34 % ik, NIHSS
VEOrREA%, ADL PForsin, 2ZRAgit#E L (P<
0.05). A7 )5 RDW %k 41 MMP-9., Hcy & hs—CRP
KFHE RDW 52 4L Ak, RDW R4l i il 4y
(P<0.05), W2,

1 WMA—WERMLEE  (xxs)

2051 n  Hey/( wmol/L) BMI/ (kg/m’) MMP-9/( wg/L.) TG/ (mmol/L.) hs—CRP/ ( mg/L) RDW/%  LDL-C/ ( mmol/L )
WMl 267 2271+562  2612+7.14  251.72+5123 1.77 £0.92 14.01 +3.21 19.57 +4.19 3.43+191
of B 30 8.77+2.93 23.01 +4.12 6533+ 17.16 1.11+0.56 0.57 +0.13 13.14£1.72 127 +1.27
t1H 9.124 11.819 12.186 0.445 1374 2722 0.675
PE 0.001 0.012 0.001 0.017 0.001 0.001 0.001

x2 WREREIESEREMEZRKES RDW KEZEIMEAR (xxs)
25 n NIHSS ADL MMP-9/ ( pg/L) Hey/ ( wmol/L) hs—CRP/ ( mg/L)
RDW A% 189
BT 23.17+6.12 26.21+5.17 231.19 +44.21 20.15 £ 4.61 12.51 +2.28
BITE 9.27 +2.16 57.51+£9.97 11472 +41.73 9.31 +2.64 4331124
18 8.205 6.214 16.309 8.786 4362
PIE 0.001 0.001 0.001 0.001 0.001
RDW %4l 78
RITH 22.81 +5.76 25.92 +6.12 268.89 + 54.13 24.41+532 16.77 £2.91
BITIE 14.62 £3.12"% 41.76 £ 12.12"% 149.43 + 50.63"> 14.39+3.61"" 7.11£1.91"
i 5.227 4.204 14.089 6.623 7.208
PE 0.001 0.001 0.001 0.001 0.001

d: 1) 5 RDW BARMLIGITIG lhAES, P<0.05; 2) 5 RDW BE41IAYFETILE:, P <0.05
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— " FkRAE AL I, TR 2 A L T 58,
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B AR A PRI, IS AR ZH S4B
RefS B R R, BRI E m 2 nmaiae . H
A FZER AR5, 280 10 SRR, 55 148
LI £ ( Streptokinase, SK ) R B ( Urokinase,
UK ) AR, 45 2 AR hy 2 2H SO0 211 i S T 1)
(rtPA ). EAMEHAE S, WA TR ACT BH AL
— 2 E R R P R, R B TR R
ANE AL EARRTEEBUS AR . BT, SR & A
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I A 3 LA R I A A 9 42 AR A Bl DA R 2 TRy
o A LA S R i BT B, ORI Z RIS B,
MR AR E RE A R E o FEBE I i, IR HL
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JEHE AR RIHE bR, ACLAAERE, CT 5 MRI BRI
H—ERERY R, FEAM A FF LU S K, 1E
HEAEIEIZIG RS, S ULlRlny, W ICiE RS T
PLEAMEAIRYT o hs—CRP VR — MR S i 2 14
b, VEREIIKRAEREAL A ER R 2R, HA SR S A
EIRBIIKORERE AL TE A e, I HAWHURE S ACI YA
B REATRHEVERTY . Bt BE, MODS %A
KAL) hs-CRP MFFEETH A F DI SE A, MODS
AR R AETE2EER T, B RN BCE A R 2
AN EH RGN IIRERERT, MODS 1E R fi 5 8 # (1 E
RN, ColLRIGRA SR I, ARG
MODS 1E/& ACT B FIIRGAME 23R, iz
I AR B REAS TR I LR A A8 DL AR DY 2R AR EAY
fehR. HT 15 IRAEAE 8 2 B WL I R IE 2
—, REBCOAk KM, (B A BT AR RAE
DWSEZ s e i1 e (N U ) U N S A N

T AR B AR B 1E & P 8 HT & AR i iR i N R 22—,
AWM —FEIAIEM RS, FTLFIN HT &4
(AT fER R

RDW 15 &1 21 40 B AR S5 o e i o 1) T B2 5
B, AR R LA AN TR] J5 R 5 1 A8 SRR B
PRAE AR AR 22 BB FEIESE, RDW 5 5 205 B BH
K, MAMTR PR EAE . Asrh . MARTE A,
TR TRANALE] 1 A A 7 1w AR R B 2Rk A vp
BRI —I0, REFUBLTAME ., FauiE. i
Fog LA RO AT RE R s, Horp i RDW 1Y
Ko AWFFEUESE, 21400 0 40 i 5 I 1% AR T e
EAS KA. RENERS 5, A4EMEIEE K
B, WAIORE ROV LA R B AL TR,
7T AR {68 00 A B R AR M B IR, AT A5 (1 B B i
M, BIREIR R A2 RDW AR TH
K5 ACT %A 5 B BUG KT LA KO &9 0 K A2 2R
PEATERg, Z5RR B, MIHLIE® AR, ACT BRI
1H RDW 7KV 5 HAM AR 2, 41 Hey, MMP-9
K hs—CRP ¥J 5 & 5 5 b RIAf, LDLHT A% IF
KAE, RDW ZKV-45 i 4 A B AR 2 & AR i vy 5 1
# NIHSS & ADL 5 RDW #E47 % b3, & PRBE
RDW ZK-F-ry ey, Filjs B 2%

gi LTk, it RDW K5 ACT BE I RIER
AR TGRSR R RS, RIGRPENY ACTAE R
PEAR L (1) S B AR LA KB 1E I 0 & A S TR
B, KRB RDW HZKFFE, fetsitm ACT B #HIT
FAE HT &A%, SILFERE, s2m 8 e K
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