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CD36 promotes hematoma absorption in patients with intracerebral hemorrhage and

its clinical significance
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[ Abstract | Objective To investigate the influence of CD36 in hematoma absorption and neurologic
deficit scores (NDS) in the patients with intracerebral hemorrhage (ICH). Methods A total of 349 ICH
patients treated in our department from July 2012 to June 2014 were selected as the research objects. Among
them, 24 ICH patients with cerebral basilar hemorrhage were selected from 35 patients with CD36 mutation,
and divided into CD36-deficiency group. Meanwhile, 24 CD36-normal ICH patients who had similar features
with the CD36-deficency group were selected as the CD36-normal group. The hematoma absorption,
inflammatory responses and NDS of the 2 groups were compared. Results  Thirty-five patients (10.03% )
with CD36 deficiency were screened from the 349 ICH patients. There were no significant differences in the
age, gender, hematoma volume on admission, risk factors, and other baseline data between the 2 groups
(P>0.05). On day 7 after ICH, the hematoma absorption of CD36-deficiency patients was significantly lower
than that of CD36-normal patients (22.4% +2.4% vs 44.8% +5.1% , P <0.05), as well as the reduction
rate of pro-inflammatory factors on day 14 after ICH (P <0.05). Moreover, on the days 14, 30 and 90 after
ICH, the NDS of CD36-deficiency patients were higher than those of CD36-normal patients (P <0.05).
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Conclusion CD36 may play an important role in promoting the hematoma absorption and improving the NDS

after ICH.
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CD36 E#4l  60.8 +7.0 16(66.7) 7.6 (3.5 ~12.0) 17(70.8)  13(54.2)  16(66.7)  15(62.5)  6(25.0)
CD36 B2l 60.3 6.0 17(70.8) 7.3 (3.0 ~11.0) 16(66.7)  14(58.3)  15(62.5)  13(54.2)  7(29.2)
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a:P<0.05, 5 CD36 73 4 b



537 BHI8 W o= FE B K o
J Third  Mil

796 2015 4E4 A 30 H

Vol. 37, No. 8

Med Univ Apr. 30 2015

SRR —E. CD36 i Yy 8 L IR ik, = 20 i il
IR RS RIUAA A I 18] B P M8, DL, BB & RAE A
TR REEE CD36 IR B E 1S, I 2 418 A JE N 1
HKAPAESS S RIS ICHT I 22 53  (BAESE 14 KIFAT# 2%
BTRE . BEAh, B TR M A RAE R LT CD36
SR 1) S5 PR 2 T RE AR VT 2 E 2R 1430 KIS
CD36 1EH B, EEELE Mk 15 19 3 A e B i {2
EFES

A ST LS R L7« IR I AR R A TR — R LA
CD36 Bk, CD36 fifie i H 1 i 1 ik i e p HoAy
LRI . (HR, AR K THIEHIREA R 1)
LRI . R AT T 2 Tl CREEAR RS
e k—2BAESE CD36 T i i e e b A /E

SE Lk

[1] Keep R F, Hua Y, Xi G. Intracerebral haemorrhage : mecha-
nisms of injury and therapeutic targets[ J]. Lancet Neurol,
2012, 11(8): 720 -731.

(2] BHE, 25507, W, % A &M R F A IE A A
KIGRE T [T]. 55 =HBE R, 2012, 34(14)
1438 - 1441.

(3] AALIL, 308, WM. /N BLA0G 3 i A5 25 af fe J) T 384 3R
ZARRFRIL[T]. 8 = HBE R, 2013, 35(17)
1877 - 1879.

[4] Zhou Y, Wang Y, Wang J, et al. Inflammation in intracere-
bral hemorrhage : from mechanisms to clinical translation[ J].
Prog Neurobiol, 2014, 115 25 —44.

[5] Mendelow A D, Gregson B A, Rowan E N, et al. Early sur-
gery versus initial conservative treatment in patients with
spontaneous supratentorial lobar intracerebral haematomas
(STICH I ): a randomised trial [ J]. Lancet, 2013, 382
(9890) ; 397 —408.

[6] Silverstein R L, Febbraio M. CD36, a scavenger receptor in-
volved in immunity, metabolism, angiogenesis, and behavior
[J]. Sci Signal, 2009, 2(72) : re3.

[7] Silverstein R L. Inflammation, atherosclerosis, and arterial
thrombosis; role of the scavenger receptor CD36[ J]. Cleve
Clin J Med, 2009, 76 Suppl 2: S27 - S30.

[8] Zhao X, Sun G, Zhang J, et al. Hematoma resolution as a
target for intracerebral hemorrhage treatment: role for peroxi-
some proliferator-activated receptor gamma in microglia/mac-
rophages[ J]. Ann Neurol, 2007, 61(4) : 352 —362.

[9] Sansing L. H, Harris T H, Welsh F A, et al. Toll-like recep-
tor 4 contributes to poor outcome after intracerebral hemor-
rhage[ J]. Ann Neurol, 2011, 70(4) : 646 - 656.

[10] Fang H, Chen J, Lin S, et al. CD36-mediated hematoma

absorption following intracerebral hemorrhage : negative regu-
lation by TLR4 signaling[ J]. J Immunol, 2014, 192(12) .
5984 -5992.

[11] Steiner T, Kaste M, Forsting M, et al. Recommendations
for the management of intracranial haemorrhage—part 1.
spontaneous intracerebral haemorrhage. The European Stroke
Initiative Writing Committee and the Writing Committee for
the EUSI Executive Committee[ J]. Cerebrovasc Dis, 2006,
22(4) . 294 -316.

[12] Gao L, Zhao H, Liu Q, et al. Improvement of hematoma
absorption and neurological function in patients with acute
intracerebral hemorrhage treated with Xueshuantong[ J]. J
Neurol Sci, 2012, 323(1/2) : 236 -240.

[13] Aitman T J. CD36, insulin resistance, and coronary heart
disease[ J]. Lancet, 2001, 357(9257) : 651 —652.

[14] ZE, dEmkE, 8 A, 5. DRI X IO R i & 1
K CD36 Hi J5t ik 2k RL A R AL S0 B [T ], v [ g i 24 5
2012, 25(4) : 304 -307.

[1S] XU, whRlam, 2, S5 26 PO X8 8 A i/ iz
FLPH HPAL-6 A1 15 BE (R 2 354 K CD36 it J5t k2% 43 #r
[J]. TTHRE:, 2013, 34(13) ;. 2054 -2056.

[16] Li R, Qiao Z, Ling B, et al. Incidence and molecular basis
of CD36 deficiency in Shanghai population[ J]. Transfusion,
2015, 55(3) : 666 - 673.

[17] Xu X, Ye X, Xia W, et al. Studies on CD36 deficiency in
South China: two cases demonstrating the clinical impact of
anti-CD36 antibodies [ J]. Thromb Haemost, 2013, 110
(6): 1199 —1206.

(Y75 :2014-11-15; 48[ :2014-12-24 )

(%8 £ 35)



