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The clinical significance of Haptoglobin and TNF - o in patient suffered with ruptured intracranial
aneurysm complicated with subarachnoid hemorrhage ZHANG Qiu—jian. The second affiliated hospital of
Bengbu Medical College ,Bengbu ,Anhui 233000, China.

[ Abstract] Objective The purpose of this study was to evaluate the clinical value of Haptoglobin( Hp2—
2)and TNF-a in patient suffered with ruptured intracranial aneurysm complicated with subarachnoid hemorrhage
(aSAH).Methods 68 patients were diagnosed with aSAH at the second affiliated hospital of Bengbu Medical
College from Jun 2018 to May 2019 were enrolled as the study subjects. The subjects were divided into good
prognosis group (n = 37) and poor prognosis group (n = 31) according to the scores of modified Rankin scale
(MRS) .According to the blood flow, they were divided into two groups :vascular spasm group(n= 32)and non-
vascular spasm group(n= 36).Blood samples of the two groups were collected at the time points at 1 ~3,7~9 and
13~15 days after SAH ,to detected the changes of Hp2-2 and TNF-a,and the differences between groups were
compared.Results  Cerebral vasospasm group had significantly higher Hp2 -2 and TNF -« levels than non-—
vasospasm group at 1~3,7~9 and 13~ 15 days after SAH , the differences between the two groups were statistically
significant ( P<0.05) .It was found that plasma Hp2—2 and TNF-a concentration began to increase on the 1st to
3rd day after onset,reached the highest on the 7th to 9th day after onset, and began to decrease on the 13th to
15th day after onset. There was significant difference between moderate and severe vasospasm patients and mild
vasospasm patients (P<0.05) .It was found that the concentrations of plasma Hp2-2 and TNF-a were positively
correlated with the prognosis of patients with aSAH.The concentrations of plasma hp2-2 and tnf— o in the poor
prognosis group were significantly higher than those in the good prognosis group ( P <0.05). Conclusions
Monitoring of Hp2-2 and TNF-a has great value in assessing disease condition and outcome for patients suffered
with ruptured intracranial aneurysm complicated with subarachnoid hemorrhage.

[ Key words] Ruptured intracranial aneurysm; Haptoglobin; TNF-a

PN S0 I TR A SR A IR T M L (aSAHL) B9 35 e i A R 2R R R UL WF 5T SR W, ik 2R R
BB M WA AT, P B B IR AR, (Hp2-2) RIUMRIIRSE R - ( TNF-o ) %6 76 e & 52
B g AR, e BUB A SE T I R BN A BRI fRAT, AR S I I N S ok R 1 e R B T B
MR Tl S L 7 A R R IR, IS SRAE R T iy iy s i W P Hp2—2 1 TNF-o 254k, JE4R T

e . 177 =9
FEBIH R A B AR R R 4 (BYKF18112) ek o
T 2047 1233000 ZREEI: | B3 PR 24 B2 50 — IR R Bt — X ﬁﬁﬁ/
BAEMEH . R4, Email ; zhangqiujian1983@ 163.com 1—‘%%*‘4ﬁ*§: 2018 45'5 6 H —2019 ﬁfﬁ 5 H Z'K



FEFFIE IR BE B A4 2019 4E55 40 55 19 ] Journal of Qigihar Medical University, 2019, Vol.40,No.19

- 2385 -

BFEIE Y aSAH B 68 BiI1E AR5, 9 AbR
HE: (1) AR FRA NS T N STk 5 (2) 3)
JVk988 534% (Hunt—Hess 734¢) A 1 ~ V935, HEBR R
M (1) BEAEARS OB S35 5 (2) A I A RN 22 ¥
SR Hp BB mAs 728 ) . B 36 ], &
32 il AR 32~62 %/ 1 (51.38+7.21) % 5 Hif 5C il
ShKIEE 22 B, J5 2@ s kg 27 1, K rh 3 kg 12
o], HE I 3N bk 4 B, /s b 2l Dk9E 3 4] Hunt -
Hess 7380 1 2% 14 ), 1 %% 27 9], W 9% 23 ], IV 2%
449,
2 FNWTHRUES 73 2H < AR A8 il 1078 2512 W s
FBE 43 R T 145 96 25 ( Cerebralvasospasm , CVS) ZH il
JF R AR ZE (CVS) AW AL, AR BB WS 15 3 4
RTE RFAMBUG A RAWH, (1) MEREL
Wb o ol 3 o R A R . K v 3 ka3 <
120 em/s, Lindegaard 8% ( K o 3h ik 1L 370 3/ 708 i
Ja Tk R ) <3 Sy 3 A 3 Ik i i
=120 cm/s, Lindegaard 848 >3 46 B 228 K
SK I3 3 N 140 ~ 200 em/s, Lindegaard $5 % 4 ~ 5
i B R 2R R b gl K I U # > 200 em s,
Lindegaard 5% =6 N HJE 2, (2) fiJ5 12 Witn
E B BB E R KB 17 B 2 - Rankin £ % ( modified
Rankin scale, MRS) ¥4 4E y BUS PPAN AR 1E: 0~ 2 43
HIE R, AT RUFH;3~5 p AFE AR,
PN A R,
35 AR I ITE RN T 1~3 KUK
TS T ~9 KRR S 13 ~ 15 KR 4R ML X
Hp2 -2 TNF-o M5E o SR JH oy b B 43 A4S 01

S MLYE 254 BR 25 1 L0 v B o A A0 1 SR 9 M K
JHie VR J L K A T M 5 Hp LI 22854k, 370 B Hp 3t
PRI Z2 280 S Hp MM BE . 53 ANFEAH R i Be s i R
FEFRIKINL 5 ml, ELISA BedE 4G TNF-a /K-,

4.55 A 3l SPSS 20.0 GE it AT E
AT R OR DL (x2s) o, 4T ¢ K05, P<0.05
FE R EAG T E L,

—

1.CVS 4 A19E CVS 413 Hp2-2 F1 TNF -« ¥
JEIKF-sh A4k . CVS ALK Hp2-2 Fl TNF-o ¥ &
FERWEIR 1~3 ROEWIES 7~9 K RKWREH 13~
15 R¥EFIE CVS 4, —# = R B BAA SR
FE X (P<0.05), CVS 4119k CVS 4113 Hp2-2 F
TNF-o ¥R ETE KRG 5 1 ~3 RIFEETHE e kR
HT~9 RENEW I, KWKIEH 13~15 RIFHET
M, W31,

2. 705 RIFH MBS A R4 3K HP2-2 J TNF
—a KB 13 HP2-2 F TNF-o 3 JEHAIL
5 AT U AS R AL 2K HP2-2 2 TNF-a ¥ 5 I
BETHE BRI (P<0.05), Wil i 3% HP2-2 K
TNF-o ¥k BEREME WL TR IS &0, W3R 2,

3N BE I AR 2R J S K Hp2 -2 Fl TNF-
WS AR AL . A ER 2R 4 B 3 K Hp2 -2 il
TNF-o HJETERMG 1~3 K KIKEH 7~9 K Kk
JRJE S 13 ~15 Ry Er, R B AR IR Hp2-2
FTTNF - 9 T v B 5, 150 B I 48 e 25 ™ o,
HE MR RH SREMILK ZHA &S
=X (P<0.05), W3,

FR1 CVSAFT CVS A HP2-2 }2 TNF-a /KA (2+s)

. HP2-2 TNF-a
1~3K 7~9 K 13~15 K 1~3 K 7~9 K 13~15 K
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(18 3.653 3.124
P1H 0.043 0.000
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205
1~3 K 7~9 K 13~15 % 1~3 K 7~9 K 13~15 K
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