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Operation Strategy for Rathke’s Cleft Cyst. Liu Weiming, Ni Ming, Jia Wang, Guan Shusen, Jia Guijun. Department of Neurosurger-
y, Beijing Tiantan Hospital, Capital Medical University , Betyjing 100050 , China

Abstract Objective The distinction between intrasellar cystic lesions — Rathke’s cleft cyst (RCC) and cystic pituitary adenoma
remains a difficult preoperative problem. Accurate diagnosis of these intrasellar lesions is important to determine the type of treatment and
predict prognostic outcome. Methods 27 adult patients underwent transsphenoidal approach to remove RCC. We investigated the preop-
erative clinical, biochemical, and radiographic features of patients and identified clinicopathological features that independently predicted
recurrence. Results  There were 27 RCC patients. The most syndrome was headache (14 cases, 52% ), and then hypopituitarism (1
case, 3.7% ) and slightly prolactin increasing (14 cases, 52% ). Typical RCC was located between anterior and posterior pituitary, and
content in RCC was variation. As for operation, contents drainage was enough. Mass signs vanished in all lesions postoperation. Diabetes
insipidus incidence rate was relative high (11cases, 40.7% ). Fortunately, all cases recovered within 3 months. No patient recurred dur-
ing follow up (12 ~52m, mean 34m). Conclusion Rathke’s cleft cyst is not a rare disease. Therapy strategy is different form others in-
trasellar cystic lesions. We'd better diagnosis preoperation accurately, and determine suitable treatment to method improve outcome.

Key words Intrasellar; Cystic Lesions; Rathke’s cleft cyst; Operation

2. kb T T N 2 SR T BT T B L 22 S A B
i A YT BRAR AR AS IR g BRAG A 0 AR KRR P 20 A G A 110 45
MBI FFTEARE 1 JARARE 3 417 MRI K.
ARJF 2 J K 3 A AAT N 3 Wb dar A, DFAG 2 1R D BB AR 0 , T B
[ANCRIg: & Vitk

BE A BT KF B 5, M ARG A T BO
Ko, 8K 8 2 1) e P o 6 o e I, 3 ez e
i (Rathke's cleft cyst, RCC) 1% & Bl & B £ | X # &2
HMBREE AR S T OB Y IR, A0l 2 BTG I 3 b i TN 4
6 FLE DAS

MBS % & R

1o St b 5t Kz B B # 26 4hBEF 2006 4 2 A ~ 2009
AF 2 F IR B 5 BE Bk i F R A, Sk 27 i), o 5 12 41
LVE 1S B AERY 23 ~68 B I 411 . BT RRAE R
I SR 6 R GE ARG A 45 SR R AR S5 A7 00 T WL BT A A, O AR
RETAARJG 2 8 B 3 A H %t 43 b D) ek A7k A5 o B i
Bfl] 6 ~44 A~ H P31 26.4 4~ H .

YR BAAL 1100050 5 AR B Fh A~ B b 50 Kz s e pf 22 51 B

L ARTEIE AR g s B | 4350 17 £6.4 A~ H o R
B ARARAE | £ 2 P 3 WA E AR R B 28 R 48 10 o 67 1
%o WA WIEIR VIR A R K H o, B
AR &BUE KB NV P ABOR TR s = 5 b
SR RE S AR D WL, BB RAE . 4 HEE
I ARE AR : 9 20 W RE R - ] 2 80 2E 19% AR B V%
18% , MR IAR 21% |, IR = J1 36% , IR HE 3% o #
KRG Sk 63% , T AR 36% , 3k ®E 21%
L 5 5% Ji 1 3P 43 06 R A B LA DR B e

<125 -



- Wi -

J Med Res,Dec 2010, Vol. 39 No. 12

T T AP 0N B P T L AR 2205 7 1 BHL AR FL 3R A T
i, PR R S A AN 2B o A B N
AR (ARG £ T AR B 4% b B 0 R e R P 3 4 )
RERYFZME , DL 103X Horh o A 4 3 (R DT RE T I 1
1o FAl A E R 24 v S L B3 5 | A R, AR A v
i £ b LA AR I O ) B SR AL AE G AR
ML A BE

Rl EWMERRTASRERER (%) ]

SR S H B
BWinwsk MAHE 14(52)
R WARRE 8(24)

LA & 2(6)
SR/ MR 7(21)

2RI AR R A R E AR AT T
CT F1 MRI Kz #% , 52 1% 2 Wi JL o5 nl LA R 3t 3%
Bl - CT 5444 — V5 A 45 Ak 5 98 B 9 A s/ DL, st 72
FR9 37 5 e 57 T Bt e Rl 28 T S o D VR 4 1%
SR RE A T RE L ST W IR A S, A T g
DRI o 3% W 9 2K 1 B0 4 L B 2L L B S

TR L < 47 7 B b 3 N 2 2 R WS BB
BE MR (0 2K B0 A HIL IR 5035 S5 1R 29 A5,
TR FR) 37 5 9 B3 T 5 7 A el 28 T A v ) B Y
J5 T LA U8 B I I R o 0 TR A 4L 8L, R B R
W 1 AT T B G SRR Z AR . AR
o B RE 2 SUR R, KB4 TR B RS R

3. WiE 27 Bl E B REYT, RIS BT 8 ~ 30 4
H L, B8 25 A H 0 RJG 3 A A WA WIS IE %, R
TR BB o — b Ve B0 FR A IR L1 A
B (11 ,40.7% ) AHARJG 3 A4 A w230 0K D) e 45 1K
5o ARG 2 FE PR T AR A T R P A L R B R e
ER A, RIS Sk R G (82% ), i 3 A I
5B IE R . WA HAlOF R R B, B
i, R LA B

it

Bt 25 IS 7 K T B B R, G B B X A T T 4
% o [ P B A b U A AR K 25 S T 4 A
BREFARIGIT, T ARBIT TR B 5 0 2 R [
(L AR UG B2 R AR, T R IUR ]
(9 B V7 5 W, RS N I B AIRT oA 2 50 X
R s A G T AR K H ], IR AT R A A i
VEAE N A B LB 13% ~33% 2 . Bl
25K K T (B MRT R 3 S, 37 5 48 b 1) 2% 0 1
B R LR T R R P B R AR B 5
- 126 -

P RATELIEN . R Bk, fir vd 22 o R i i
IR A 22 5 A A R R — 4
T , B v 4 i S 7D 1 o B g AT B g B
J7, TR A R 42 ) IR b R T A T R 2 R
FEREA AN A B o PN AT R 00 A BE A S A T
RE 1, 1717 7 o 30 Jieb (%) 4 B A3 WA T RE AN B B, i T BE
AW LR, I TE 4 E R E SRR 2D Ik
IR b B B R %) RCC A F M T R FD i 48 1 1R 2
B FWAE S Z R R 2 T 2R AT
CT AT LUJR /KA % B ol B %, 250 T il {5
TR TEARENE. FARTERIY SR
Y, HiR A — Pk, 7F MRI BT8R &AL
R Pt MR 5 R B VR M BE 2R Ry, 7E T AR S 2 M se i, A
WARZE 5 B i W R i 2 mh 7

Fo7 v 3 oS R DA Sk o 22 DL, RO PN 0 A RE HR R
M4 . BT SR R 0 R R 202 i Tk
DAL 38 R P 350, (LA AT DA Sy 2 0 R R B B e
i T B TSR e AR R KR 22 2 HERR HoAth R
PR 1 B S8, 7T AAT FARIA T o 3l W UE e R4 24 Y
T, Sk B R A L AR s 0L AR R E R
Ve K9 19 L AR =, RS KPS REZE fif o v v 48 Jib 1
T G P 73 b B A9 L A 8 3K A DR B I UL B
AR o Pr ve B b T B LR S = R IR 2, — R
DR g 486 b 14y o5 7 2080 IO S 49 1) T (A R R i ) B R
T R ERLR A TR, S BUEIL RN &
I REREZREM S, KM FIE®MEN 2 5, k&
ANt 3 A% X AT DL R L 3 T R R X . i
TR R0 80, TR MR G AEFL R iR 2 2 IE
WK I LAt TR G R IS IR o e A
i T A 35 2 T RE AR 7 26 B9 R DR A A, — A S 4 i
JEIE TR, — A R R fE i B . R R AR TR
S S T A 2 B A T 5 T 3 A 8 e T
FEAEFERDIGET R, XK EE F AN 2 IE R
RIBEIR T, & B KM EHE7 . h TR
G 2 B T 9 B T A W AR AEAR 1, DR ot T R
E B PE P B, AR A B AT LLBE T . B i e
bt D7 i A AR AN I

hrv s HFAR TN ELWESE AR, FA
M7 WA RKZES, BT REHSIH A I, K
Ja K JE LR & ) Bk 4 RE, LS B e > 2 B
KT8 (H SR R AR R S 3 A 2 REAR T AR A R
ML BIAR =, B AT TR 2 SO B T 5] W R
Fo TR Y AT L B R A R 22 T A o 1



Bzl 2010 45 12 5 5539 % 45 1210 - RN -

BT W 0k, B SRR, AR S PR A H PR HE SR AT, provement after transsphenoidal surgery in patients with small sellar le-
SRAR 5, A6 FR AR K 2 e — i P o S i TR B i sions. I Neuromurg, 2009, 110(2) ;354 ~358
N . N 5 . 3 FEl-Mahdy W. Transphenoidal management of 28 symptomatic Rath-
RLABERC AT EAIBUAS AR S HOROR , AR AR 1% LA 3R I B ke's cleft cysts with special reference to visual and hormone recovery.
LU B, FERGIM R . ERYR SR Neurosurgery 1998 , 427 - 17
DIV~ N AN N B R 2 T Nl [ET WS R 4  Barrow DL, Spector RH, Yakei Y, Tindall GT. Symptomatic Rathke
TEAE B RE T A 284k, A B R GE R . ik cleft cysts located entirely in the suprasellar region: review of diagno-
@J T%37|<El’] H EI/] Euﬁ%ﬂqj EI’J EZQ%H Eﬂi E/J t*@ﬁ sis, management, and pathogenesis. Neurosurgery, 1985,16.:766 —
772
R WIS BE 9 5 D0 DI B 55, M )2 R B AT B 8 5  Tominaga J, Higano S, Takahashi S. Characteristics of Rathke’s cleft
AT AR R ,%B?ﬁ@%’ﬁﬁ,ﬁﬁﬂ?ﬁﬁ{ﬁﬁﬁi ZR cyst in MR imaging. Magn Reson Med Sci,2003,2(1) :1 -8
S S L T B b S RS AR MBS KRR 6 Sato K,0Ka H,Utsuki S, et al. Ciliated craniopharyngioma may arise
STPL TR BRI T %, X PR I IA S E A, from Rathke cleft cyst. Clin Neuropathol ,2006,25(1) ;25 - 28
S &k 7% AT, TRARAR S 41 TR Rat hke 30 1Y 12 W R T
1 Jemnifer L, Shin, Sylvial A, et al. Cystic Lesions of the Pituitary: ARGRIFLI T BRI R ,2004 31 (4) 228 -231
Clinicopathological Features Distinguishing raniopharyngioma, Rath- 8 WA, WRZ, XIEME, . #EIX Rathke 28 B 912 7 & W i F A
ke’s Cleft Cyst, and Arachnoid Cyst. The Journal of Clinical Endocri- T I I RAZ SRR, 2008, 13(4) 1193 - 195
nology & Metabolism, 1999, 84 (11): 3972 —3982 (Y 2010 - 07 -27)
2 Fleseriu M, Yedinak C, Campbell C, ef al. Significant headache im- (&1 :2010 -09 -21)

A 2 SN E T B R & SRR S T T 69 R
400 |EK FEE EHP K K KL RETF

i E BM RIS PSR (damage control surgery, DCS) £E 1T IK 1 JAE F AR PRI N . 73 407 2003 4R 1 7 ~
2008 4F 12 A 23 BB WA #2012 MR 09 1T i ik s A 283 48 M, 22 TR 15 1, S 1 TR 33 ), TR Jr X i R 34
Bl AR 4 B BRI REKA TR 106, ER A RHINLE DCSIRIT 14 B11(29. 2% ) % 4 I 5, T Ap AR S5 I 6 s af 2 4]
IR 3 1, AT PENRm 3 0, 1Tk A 3 4610 Mg JEE A © 1), I BE T 2 B (4.2% ) o BEDS 3 AFINRA TR MR E . ik [T#
ok v R A6 7 451 4 4 o B ) 4 = AT SR R BT A R T ARE YT 7 LSO SR AR R, T DURAS KA R RCR

XEEWR BOEGESR Ik EEE TR

Application of Damage Control Surgery (DCS) in Portal Hypertension Operation.  Xi Jianbo,Tan Yulin,Yan Guodu,et al. Department
of General Surgery,Wujin Hospital, Affiliated Hospital of Jiangsu University, Jiangsu 213002 ,China

Abstract  Objective To study the application of damage control surgery ( DCS) in the portal hypertension operation.
Methods The clinical data of 48 portal hypertension patients who admitted to Wujin hospital from Jan 2003 to Dec 2008 were analyzed
retrospectively. Emergency operation was performed in 15 cases and selective operation was performed in 33 cases. In all cases,34 were
treated with portaazygous devascularization,4 with selective shunt and portasystemic shunt, 10 with combining portasystemic shunt and por-
taazygous devascularization. Results DCS was performed in all 48 patients. The complication rate was 29.2% (14 cases) ,including intra
— abdominal hemorrhage (2 cases) ,incision infection(3 cases) , hepatic encephalopathy (2 cases) , portal vein thrombosis(3 cases) ,e-
sophageal leakage (6 cases). Mortality rate was 4.2% (2 cases). No patients rebleed in three years. Conclusion In the patiens of portal
hypertension , sufficient preoperative preparation,eligible operative management and postoperative management will achieve good results.
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