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[Abstract] Objective To discuss the application of cerebrovascular intervention technique in
evaluating the correlation between cerebral venous sinus and idiopathic intracranial hypertension (IIH).
Methods The clinical data, including complete related clinical signs and symptoms, laboratory results,
magnetic resonance venography (MRV) findings, etc., of 13 IIH patients were retrospectively analyzed. Under
local anesthesia whole brain DSA was performed, and superselective catheterization of venous sinus was
accomplished to perform sectional pressure measurement of sagittal sinus, transverse sinus, sigmoid sinus and
jugular vein. Results Cerebral DSA examination revealed that venous sinus stenosis or occlusion was seen in
10 patients (76.9% ), including transverse sinus (n=6), sigmoid sinus (n=3), and transverse sinus together
with sigmoid sinus (n=1). Superselective pressure measurement of venous sinus showed that the pressure
difference between the two ends of the narrowed venous sinus was up to 120 -580 mmH,0 in these 10
patients. In 8 patients (61.5%, 8/13) the venous sinus stenosis and/or occlusion might be implicated in the
occurrence of ITH, in 2 patients (15.4%, 2/13) the venous sinus stenosis might be secondary to IIH, and in 3
patients (23.1%, 3/13) the venous sinus stenosis might bear no relationship to IIH. Conclusion Cerebrovascular
interventional angiography combined with superselective pressure measurement of venous sinus can clearly
identify the relationship between IIH and venous sinus(J Intervent Radiol, 2017, 26: 105-108)

[Key words] idiopathic intracranial hypertension; cerebral venous sinus; cerebrovascular intervention

DOI: 10.3969/].issn.1008-794X.2017.02.002

EE£TE . 3T 8MH R A (2013GYB01)

PEF B 313000 WiVL WIONTT rhoO B BEMZ N REOS IR Lk vk R ) 5 b 3 TE R SR R N AR
B= BE A AR (B0 )

WEEHL . vk E-mail: sjnkhz@163.com



— 106 — I AT

2F24aE 2017 4F 2 HAS 26 545 2 3] J Intervent Radiol 2017, Vol.26, No.2

e OME N R B & (idiopathic  intracranial
hypertension , ITH ) 4§ Jit PRI A B (4 /i p 1 53 & 1 s (i
HWET1>250 mmH0), AEREIE R, WO T
W PN PEERG | HAEAT R S0R P | I K R
PRI 5 A S ) — LR A AR BRTEOT ST i
IR SE 5 TTH A A, A0 Ik 52 e A8 6 2 3
I SCHRAE T TIH A5 DAekc35 =) (H /5y Bk sz 5 1H
Z I PR 2R SG BRAT AR WIRA Y, A BIF S8 SR I 1L
I ANTT VA N BRI SE 5 TTH Z B9 &, Bk
SIER: (1

1 MBS57HE
L1 IR %k

We4E 2000 4 3 H = 2015 4E 12 7 5 o
= e 22 NRHIGA B9 13 4 TTH 2835 I R ek, Heorp
34,4 10 il 4E % 24~46 % 14 (31.2143.13)
2510 B R & ,3 BIRETE A vl % TIH &1, Fr
HERERRERRE3JEHZE 35 4H, 71 3.65 4
H R TR 5L 22.31~34.85,F- 14 27.83+3.16;3 filfE
A LR R R R AR B R R L Sk Ak Sk
HIREE R ALY 2 DI LU S I VNN
Yol A0 T G acRr g g ), RS
2 P ol 2 G (NS ) — 2o R R A D
BIRAZ Ty e & AR
1.2 Tk

HBF ALK Dandy #RE (1985 4EE1THT) : D
A TTH RERFARAE (G G K 6 287 1 R o
B BRI 28 FL Sk K M) 5 (R S0 NN S i i 2
JRIE A, TC e i 2 B G S AR AE 5 D) MM 2 A
2 ) I A5 6 R F7 >250 mmH,0, T4 o K AR
L 5%, @F L CT/MRI ¥ & AR IE# @B E MK
Ja ¥ R) i 0l B DSA Ky . HEBR AR E . O™ 5 48
BRI BTN G =, I E T RE AR AR &N b
B B EIRYT s QG S e T AR A

MK . OB A Ty 405 RS A
A, QMK TR A . A 28 I AE i 5 VR ) A B
ALK A, QSIS A I F B PR R SR
O DIRE BEMTIAE L A B A e A S @
AR F R A . Sk EB MRI B 5 MR #5 bk 1%
(MRV)/MRA Ji5i fi. 3 DSA . 4 51 4 B s fik | % ik
PE RN 45 DSA 352, T8 i 8 6 28 1 bk 35 4 43 Boml
FE R R ootk sE R SE | LR HUE K (A A
A BEARAE W BRI A W A I R ), A5 4~5
A FE A, He o 52 0 R AR 355 )

2 #B

IR AR R, B IR 6 B (12 HR ), b i
B3G5 IR, R RN B 4 51 (7 HR )59 )
M7 E F R rh B R R AR D B SR 6 1) (12
AR ) 5 AR RS AR A 22 L3k 7K ik 13 451 (26 BR ) ; b ELLR
B2 H(3HR),

oG A A A R, 13 ) AR IR TR
>250 mmH,0, HH 10 f#>330 mmH,0,

G 10048 DSA K A R0 bk S% 8 128 I s, 13
191) K85 389 Ry — AN S A 5 LU e Ik 5 2 7 A 2
10 9 (BE5E 6 B, ZR5E 3 6, RESE M RE %
F16);10 Bl RE: M5 LIRS B kR )2
ik 120~580 mmH,0;8 i (61.5% ,8/13 ) i ik 52 4 %€/
PezE e 5 1IH AHC (B 1D~©),2 61 (15.4%,2/13)
kS vl gk & T IH(E 1D~00),3 11(23.1%,
3/13) Bk E M A /T AR S 1TH o6 (B 10~1),

3 iFig

ITH G825 16 PR R IR SR PR 22 2Lk Ak i R
33 9 S RE AR FVARAE , (EL A A 8RR 43 A ) 3 AR 1
W 0E— A AR A A S T R B R BRI
o | R A N R G A SRR D 1897 4F Quincke B AR
T TN H G SRR A, Am A R IR i R
(Quincke ZEA1E) . BEFE BARKT I FE A 0 HR AR
SRR B, XN R R A AR R A
i 45 SRR BRI ™ L« R P o R & TTH L, (H
L U1 PSR LD i A o2 4 B, H T A
T5c UL R, T RE 5 AR Lo M R R B A T R
7 22 BT 9 UE Hh 2 B i R JOk O Hh SR (e Tk S
Pe s R bk sz v ) 5 1H A3 AR S YIAH G, 45 B 52
387 Fi PN R K S T B Dk S e A U2 TTH R 1Y
T3 B R AL e k52 e A e Ab B TTH A5 3 224
E AL A BF 5 B 7 3 40 it P ok 52 e T v e Ik 5
ez Bdk kT IH, sOANE “hZdbRligag s,
Levitt %5 (6158 28 f72 5 MR 5% 70 3 550 A fig A2 i Jok 552 1t
W 1=, k6 B ITH & A 3 B e b
I J 5k 5% 492 A% 9 B 7 B B 2% (=8 mmHg) . {H
T3 W R W] TIH B H A LE = N # bk SE 6, 7
DA 3% i 5 Y00 AT 9 TR ), 52182 B R B A
14 B ik S A5 B 5

REFERF I R Z M4l MR “F-4H MRV (34 % ) 45
V1) 32 5 A A K A R 35 TTH 5 75 A e Jok ) A S 1, B
il 5 B 135 A A B AR I A J A ik i A DSA AR bk
% BB A A M 4 T LR VAN TTHL AR 2 e ik 5



AT 2F 2435 2017 4F 2 H 45 26 445 2 W] J Intervent Radiol 2017, Vol.26, No.2 107 —

BE 1. 40,36 2 (I AE 2 000 i 4 %0 77 > 330 mmH,0) (i)(ZFMRV%ﬁ%%%%I‘JﬁK% Rl T S NP N = E?ﬁK@é%ﬂﬁi ;3
DSA 75 A7 2 4R 52 Fe P FE A MRS 52 WL 7 1) A 22, 2 0 2 IR S i FLAR B 28 (A 2l i PRI ) , Dk S R 0 0 P s 9 R 38 AR 52 1 97 >910 mmH,0 ,
RN S 120 mmH,0, HAFE S -2 R ERBAT AR P2 7 (8 5 1TH A%

HHE 2.4 28 4 (A 2 R I 10 6 9 1 > 330 mmH,0) @MRV 78 47 0 20K 58 W5 A | 4175 828 1] i s SIDSA 718 Z2 8 IR SE R WL 5%, 47
MRS 57 — 20K 52 B A7 Ak Jg BR AT 7 5 (@R B 1B 0 1 7% b R MR 5 (OB 328 3 ) JK 3 > 330 mm L0 , £ 4R 52 30T 0 35 (Bk 28 3T 33 ) i 7 210 mmIL0 , H: it
PN T DK 52 0 25 1T fig 5 TTH A ¢

B 3.9, 45 4 (A 2 3R 0 B0 G 9 > 330 mmH,0) (DMRV 75 8k 32 K WL 2 5% (@)1 JHJ5 &2 #F MRV 7% 552 ] S8 %5 ;(9DSA 7%
Fi DA S AT BE P A | A W Ik S R DL A 5 OV I s R R TR s B 4R S T 1 >910 mmHL0, 2R S F7 130 mmH,0, R 5 A4S ol A4k kT
TTH,, f5: 28032 o0 A TS At g 5 ¢

B 4 A 30 % (AR 200000 % 4 3 280 mmH,0) ADADMRYV 755 1 7 4k 52 17 B S 5% AN 00 52 0 AR % s ABDSA 755 1 4 IR 355 7 BE ' 3%
A M) S AR ; Qg Ik 26 0 T 7 b 2R 32 T ) 160 mmHL0 , 852 1 J) 130 mmH,0, 20K 32 38 S Wk K 3 110 mmHL0., J 1IH AT 8 5 /% 9 #
Jhk 52 TG W & AH G .

" B 1 LA AT I S TH A G
JE 77 B (G A AF LR ) S 45w k52 () & ) B COMREE BFRIK ) o B 25 S 3B TTH 8 35 i Y
7o AW AE R BRI T 49 00 248 B B ik i i ik e ik 22 3 B 6 R 7 22 > 580 mmHL0, 3 43 H % A]
AW LAT DSA, [ F R 2E # Bk 2 (S0 MRS SR, 0 P T KSR D N () S R B 2 T R A



— 108 —

A AT 2R 2017 42 2 %65 26 %5 2 1 ] Intervent Radiol 2017, Vol.26, No.2

o Ll ER Y5  IH R IA @ ol B B i |, 31X 5 SOk
W ALTE 24, De Simone 28T NN, BIAF 52
WeE >50%A AN FEIESE 5 ITH A M, BRIEIZ &
HAFAE UM R 55 0 78 AW oe b B R bk SRk 2
R B BB AS A8 A I B W 0 B K T B
JE 2%, LG Bk 5 A0 AR R B R BBk an , w125 AN
Rk EReAE TR ITH AHSG, (HF5 3 — 25 WL At
FEIRIT , A0 S SRR A 0 Dk 55 e A OB A5 T S B
F1 2 R B R G TTH &5 %, JHiE i K IWBE i
FIAH ST BRATF G 0 /B3 TIH 5 48 2 i Y i ok 5
e BA MR B R B 22 (B S LR R R
BRFF ,TEARF AR LB A5 o B 2 o R K
WIR T T B W I e bk S e s T i R BT Ok X S
REAE IR E 25057 #6243 TTH B MRV KA & 30 5k
A S A A AT S R I ok kB
WY S S RN WK SR MR R 25, DY L AT A HEBR
ITH 5 # ik 52 [ AH DG o fh T/ PN o R ik 352 e
) J53 PR 1 IG5 o 0 4o T B e 2 ) iy 0 45 1 PN 1
550 kS R A O PE T ME 2 R R D R
SRR, EAS AL N e O] B O ko e
B T IR S e v A 2 o P N P 5 R T R
R K S T 2 Mk BHL T R A 2R, T TTHL 5 ks
AT RE TG G B 3w K 5 e e A T I M 2 ) I
JE . Strydom FFUOWFSEGE 102 9] IH B & A 54
B (53% ) Hir bk 52 (B 52 ) P, Horh 39 151 7 46 & B0 i
ik 5% 57 316 DN A5 2 /N 2/ [E) B (27 4k 4500 ) T2 1 RN ik
D JE R 3 5 7, ARAFSE B, HKHE Dandy FrifE
(1985 4EAB TR ) SE 4 TTH &, 0 L5 A A3 5
G T 5 ik 52 8 1o 00 e e T Ay T Mk 5 s A (1A 2E
s AE ) 5 1IH v REAH G LB 5 61.5% (8/13) , Hir
5 1911 (38.5% ) i Ik 52 Bk 7% W R 5 5% 38 N 2R 4 /N 5/
V1) o T Al ek P B 47 4 O ( H AT DSA 5 AR 544 F
TCR IR ), Tt — DR R AR A R A P
7 DA B 7 Bk S e 28 O W0 X R RE AT B T S B
A8 A ATEAS RIS P2 PR 5 TTH AR G

ARWFGEHE R, i 0L A8 A A T 5 A A R K S
TR B AH X R4 H T A PN #E K SE S TTH [A] A9 AH
Ktk At — 25387 TIH QS £ 3 i ks e 2 1 A
1 B R 06 B 25 4 B3, PT 2% AR SR A A K
TEAR  XiF I B AT AT 4 180, (HL R ik 22 iff 5% 3 W H ]
AT PR X PN Pk S 1 R RN R K S5 DU R OE R R
B G R TTH B g 5 PR I X i Ak B 5 X i Jik
EAEN AR T 1IH B E, T RBIG 7 R L%
M SR A B AR SE , AR R Z A HET
DN A R e B S S T T e |

I X HECRRAE 8 A R A T M o ) Dk S i 4
T R T CH RN FH 8 B T I SR A5 I K R i Py
FE 259 (T 6 X6 e Jok S5 000 R A 5 ), s 65 B 1 0 L
BRI Z 5 A Tl B TRASR

Bz WL A A T S A O e kS e
JERERS R Ar 5] IH S#kE MR AT T
i P DA UK B A R A N i R ) R AL Ry it — 2
THYT TTH SRR RS . (HFIkSE 5 TTH 09 5C & A7)
RN, 7 2 — B TRARFIE

(& % x #]

[1] Markey KA, Mollan SP, Jensen RH, et al. Understanding
idiopathic intracranial hypertension: mechanisms, management,
and future directions[J]. Lancet Neurol, 2016, 15 78-91.

[2] Lenck S, Vallee F, Labeyrie MA, et al. Stenting of the lateral
sinus in idiopathic intracranial hypertension according to the
type of stenosis.[J]. Neurosurgery, 2016, [Epub ahead of print ]

[3] Bidot S, Bruce BB. Update on the diagnosis and treatment of
idiopathic intracranial hypertension[J]. Semin Neurol, 2015, 35
527-538.

[4] Albuquerque FC, Gross BA, Levitt MR. Time to re-assess the
treatment of idiopathic intracranial hypertension[J]. ] Neurointerv
Surg, 2016, 8: 549-550.

[5] Rohr A, Dorner L, Stingele R, et al. Reversibility of venous
sinus obstruction in idiopathic intracranial hypertension[]J]. AJNR
Am J Neuroradiol, 2007, 28: 656-659.

[6] Levitt MR, McGah PM, Moon K, et al. Computational modeling
of venous sinus stenosis in idiopathic intracranial hypertension.
[J]. AJNR Am J Neuroradiol, 2016, [ Epub ahead of print ]

[7] Onder H, Gocmen R, Gursoy-Ozdemir Y. Reversible transverse
sinus collapse in a patient with idiopathic intracranial hypertension
[J]. J Neurointerv Surg, 2016, 8: el6.

[8] BRiidm, Fmimbk, SR/NZE, S5 ik SE SO Ik G T (U
REFOAET]. A B2 2505, 2011, 20: 10-13.

[9] De Simone R, Marano E, Fiorillo C, et al. Sudden re-opening of
collapsed transverse sinuses and longstanding clinical remission
after a single lumbar puncture in a case of idiopathic intracranial
hypertension. Pathogenetic implications[J ]. Neurol Seci, 2005,
25: 342-344.

[10] Strydom MA, Briers N, Bosman MC, et al. The anatomical basis
of venographic filling defects of the transverse sinus[J]. Clin
Anat, 2010, 23: 153-159.

[11] Boddu S, Crimmins M, Dinkin M, et al. E-113 role of intravascular

ultrasound in the intracranial cerebral venous sinus angioplasty

and stenting[J ]. J Neurointerv Surg, 2015, 7. 27-35.

Satti SR, Leishangthem L, Chaudry MI. Meta-analysis of CSF

diversion procedures and dural venous sinus stenting in the

—
—
[\

[

setting of medically refractory idiopathic intracranial hypertension
[J]. AJNR Am J Neuroradiol, 2015, 36: 1899-1904.
(ks H 19 :2016-03-15)
(R3CHikE . A4F)





