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PR 0 BRI RR I, T Z L AR VR . SR, E A0 A B Z AR A & 380, 5200 T PESS [ 1Y
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Chinese experts consensus on diagnosis and treatment of primary empty sella syndrome the
China Pituitary Adenoma Specialist Council

Abstract: The clinical manifestations of patients with primary empty sella syndrome ( PESS)
are highly heterogeneous, mainly characterized by neurological symptoms, visual dysfunction, and
endocrine and metabolic abnormalities, which usually requires standardized evaluation through
multidisciplinary collaboration. However, there is currently a lack of corresponding expert consensus
in China, which has affected the standardized diagnosis and treatment of PESS. This collaborative
group organized multiple domestic experts of neurosurgery, endocrinology, and ophthalmology to

comprehensively and systematically discuss the epidemiology, pathogenesis, clinical manifestations,

diagnostic evaluation, treatment, prognosis and follow-up of PESS patients based on their clinical

experience and literature.

A consensus was developed to provide reference opinions for a

comprehensive understanding and accurate diagnosis and treatment of PESS.

Key words: primary empty sella syndrome; diagnosis;

“o ¥ (empty sella, ES) 89t A T b
Busch F 1951 42 '), % 35 1 0 i e 47 30, 0k 56
45 548wk P 4 i A% ( cerebrospinal fluid, CSF) J&
Ak E T RN AN, N ERTE AR
BT RF— 273 FHEF RN, ESREL
Ja B 4 A F kB R R M 2 ¥k ¥ (primary empty
sella PES) Fr Yk & P T #E ¥ (secondary empty sella,
SES)., W&k L PES $ L THEFHEZIILIN, B
%*‘“Miﬂ:,;ﬁéy\%%m%ﬂ% ALA R B
AN AR R IUARAR A S B 42 4427 (empty sella
syndrome , ESS) , SES % & T3 X 5% %, —ﬁn%ﬁiﬂ“}’
‘”#\Fﬁﬂ/&ﬂ’]%/ I RAIT G F o AIIRH T Ao

T AT Rh R A MR e g A 4JE(pr1rnary empty
sella syndrome , PESS) % 2% ,

1 #§% &

PES ¢ X Jm & B MM RE R —, PR ILE A

treatment; expert consensus

5.5% ~20% "7 NG R B F b S P IRE 0 KR
FH 4% ~35% "0 K k@M 30 ~40 ¥,
Sobog T B, AR EY B2 ~5 450
ILE R IR R RALIRFN, 55 T Lln-E1k 4k
F % . it 44 Bartter %2 & 4, Turner %2 & 4 &
AgE

PES & J% AU ) R B, *T & AU H) A L F JL AR,
(1) 32 /R T8 :22% ~T7% 4 52 4 % 8. % 15 15 35 T
REE S S ER R RN, Mk &S
B A — il B, AR %k W B AR CSF #3h o & F A
BN, %ﬁ‘xﬁ-%ﬁ T, AAHE K, (2)#E
RE:EZZMAEES,w LT REX AR
B EAR KL 80% ~84% 4 ¥ &1k A CSF ROk

O 5k R W PR K B AR 0 iR IR R AR &
hEFERXEZRRAY, RN ENGEES
PES ) 3% & Tik 70% ~94% , (3)&ikK & . &
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HARAR T A S 4, B % T 4F M AR R R 3 K
K A2 RA B EARARAR T N T B R K
FERFREANTE X HERBE T HRET TE, SR
W BZER ETRASE R AR E
(4) He it Je it 5 PES & 9% 2 EAR £ 452 &
MR &

2 ImREH

PESS #4916 R EZILF AR K , T BN Z 4 %
AR T BT PR RN o i R F o £ R R I
2.1 AZRALGER  KRART LA RER, R
A EEK 84% ~88% Y Bh ks h 153, THe 5 %
M-l M % B A £ PESS B & sk
R Z AR, RSB R A m T A M, 284
12 AERTAREE BRI R, S T AW,
) BF 29 40% 9 % 25 5T B 42 Ay ZAF A7 SR, de Sk
B RR A A AREN
2.2 MAERF NARREFLAEEHB8.75% ~
37% 1" AR AL A (29% ) (ALE B4R (13% )
Fo—it M Ert, EPAIFEIRE F RS F R, TR
WA B MG E BB AR EF ST K PO S,
B AR F T
2.3 CSF £/ 314 PESS & #3% CSF £/, %
EFAHT% ~24% " R I A 50 ) i S LR
BF S KRR, KK R R IAEA
¥ Al
2.4 AR RMARFHE PESS BEHTH T
CSF # & KR8 B, 3SR 45, 48 fn B IR
R ik BAR T RE
241 HELEF b FHENLFE xR d CSFH
JEER AR kAR K TR E RS, R A F Y
H 4% ~37.5% " B ETHIAAZEL
(BFEAZZH SR T RAPERRGR N E,
AP H AR GAF) B S EARRE, B
B ET RIS REF LEAE IARET M,
2.4.2 JgpEARARERRBRER £ 19% ~68% ¢
PESS ## f f£ R R A2 09 i R o A iR, R 4
ELg RO ARERME T B EEZ R
FILLRBEAERTE 2% , 35 B H L TEAA
Sk AR P AR TR
TR FI, BARE AR 14.7% ~29.6% , Lk
R Eh (11.4% ~29.6% ) , W IKA 44 (10. 2% ~
22.2% ) FoB LM B Fi 4 (8. 6% ~14.7% ), PESS
BETHIL A K B2 7 AR ILE K AR SRR
AR FRZER Y A= 1 E R 55w AT B oFoikie
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R GEFE A AN Z IR I e AR R
% B kAo e By ZIATF o T I AR MR S AR
IRARFEIR ;T M ILF AR IR S AR R R G AR R E 2
N FRAPIE B PERE TN A RAR YT AR E G e
Fo B AL AL 7T s ILE LR R R T AR AR B AL 2
J VKB RBRAR (B PRk | B SOHAK A R K

ol S
2.4.3 AR B A JE (central diabetes insipidus,

CDI) ABxf o I, KA F 24 H 2.3% ~14% ",
FEBARERINE S I, $REXL A B AN ST
150 mL - kg™ - d™",2 ¥4 % F 100 ~ 110 mL -
ke -d'(>4mL kg -h) JLERRAST
40 ~50 mL - kg™ - d7EAEMB S S 4k, A B AR
At 3 L,

2.4.4 BESEH REMEMHE PESS EF P
EFEFEL, 2 E 3% 4 14% , KL% 0T 4 M &
F (EREZ A F 2 50% ), Bk AL i Rop a4t

3 i R

3.1 #HBhFEE EHFATEBEERRL
( magnetic resonance imaging, MRI) # &, % F 74 MRI
EBBZHEEZTHALR T FE NN EAH
( computer tomography, CT) # % , PES # MRI g &
FIA (1) HmZRBAHRET K, R EK
T,WI. Kk T,WI & CSF #1353 4 ; (2) EHR KRR 42
R T Ry, RRAL A A REAE T3k, 2K
f 2 AR AR EARAS S B (3) ARk AR e
K, AR E P, RRALT N2 RE A5 (4) T, WI 3%
3B 5 DU Y N R R SR AL 8 AR R R A, R L E
PoiBAAZ 5 (5) Ry B H TR A =8 E @)
THAAL A A, MRI &8 5 % 22 F A4
ALAY 22 R Bk W LT (3850 B TR E -F ALE R
FRNENG e — R M AAER T CT 2 B4R
TG KR, BIRE S T, & NIKE B CSF %
BA, AR, PEHTILERTE LR, HIEHS
Z )5 T R R AR, R AR R, T R A AR 69 TR
SHIK . Flair = DWI 5 457k MRI 5 5] A 8h T % 5] $&
P&k R % 4 B Rathke 4 B R A & I F % %,
3D SPACE A5 v B $K 1 1 S8 4L 6 At i st R A%
(' magnetic resonance cisternography , MRC) 12 Yy
CSF 3 89 7 2 F B

THRBRED R F R ET oA Lo T HRER
AR e, A R S ¥ty CSF AU ¥ A8 ad
50% , B4k R <2 mm; 3o 2 ¥ g CSF A
PSSR R 50% , k5 =3 mm B <7 mm"
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ERKXDNEERGDRE AL, LT HEEFIL
’\”"*%—%c B R K T AR R KT B
%, MRI #’\é%%mﬁ*d F2.35 mm B &4k Kk

«HUEI@?F JF 23.5 mm® 49 PES & & S k45 &3 Ak

AR R B 2 3 e B b, MRI 4 & 3 T 3F 4%

PES &% &H o) oM B B E LR T4,

3.2 EREhEET —EHBRFRIATHE, HE

S iX sk 3 B R Bk AT A B AT 48 04 L & TR AE Ao T AR X

B, JFitt — 25 A0 ls AR R P B

3.2.1  PHRMBEFLELRERDERE EFER

8:00—9:00 o & Bz 2, K M B < 82.9 nmol/L

(BP3 pg/dL) , T A 435 Wi ; B B >414. 6 nmol/L

(PP 15 pg/dL) WIE_ERR R 2 AR B 09 T AB R K,

H R EEKT 82.9 ~414.6 nmol/L( BF 3 ~15 pg/dL) &,

T it — AT M By F AR S K I (3 A E AR

EROE R M E S RE), R R BEEE

<500 nmol/L( Bp 18.1 pg/dL) T B,

3.2.2 PARM PR ALRE  HBTFRIRE

(free thyroxine , FT4 ) f& T iE & 5 % 3¢ B 094K R, B

IR AR & ( thyroid-stimulating hormone , TSH) 7K

T BT R R EI G, XA EimiL A2 P a0 FT4
KT et@d E=20% , 39 T4 ¥,
3.2.3 PARMMIR AR RE FHBEIEFEIT

SMRIE AR RKRS, T EF 7:00—11:00 2] 2
FHE R A T 2 8 (testosterone, T) . ¥ & H % &
(follicle stimulating hormone, FSH) | & 4k % m &
(luteinizing hormone, LH) | 4# $L % ( prolactin, PRL) ,
e # & T <9.2 nmol/L # LH FSH /& iE % | B4k 3%,
MERT e B R R THE S T A%
AR W kBB, KR F N i — 5
(estradiol ,E, ) \FSH . LH, 4= £ 3L E, K -F1&, ™ LH,
FSH f2 3£ 3 AR S & K B T4 7, *F T4
% 54tk 8% LH FSH KB R & Bp T 7

3.2.4 CDI 3 B22EBIZ R, EREMNThEHE
ERFREER, EFAERMREEREKRT
295 mOsmol/Lit, fki%i& )& M ik 3] 25 600 mOsmol/L
(JRLE R/ B FJEWRAL Y =2), B B R4
WP s E RN E S R EEE =
2[Na® ] + fo 4 + fo Jk & 5. (mmol/L) , & B LR
BRI R oo FARIR ) BRI AR )G , fn 7H 4N < 143 ~
145 mmol/Lsk Az ¥ %% /& <295 ~300 mOsm/kg, &
ATE K e R F K B B AR A M % 4k (CDI Ao B M SR
M AR IN f R 5 E R > 295 mOsm/kg
BARE S RE K (& R/ o 5 & R AR
<2) T 4 4 A A4 3£ (diabetes insipidus, DI), F —
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FLE2.0 ug FRMEEZ( <2 %,1.0 ug) 5, &
B & B > 800 mOsm/kg # = CDI, jk % & &
<300 mOsm/kgit == € B EBE, ZELT S
M CDI % & R-bE R AR S Fo R E M S AR Z A R & &
3.2.5 A KigtZ # 2 (growth hormone def1c1ency,
GHD) 4w & &4 £ W #69 GHD sz 4k B4 537
Wvgkh ey AP R = AP Eey iR F e, Bk
B %44 K H-F 1 (insulin growth factor 1,IGF-1) 7k
Fo TR BB ER B AEEE -2.0 SDS, 7T A
BLW, T 1 ~2 ArER#F 2 IGF-1 KA
0 SDS AT, I %8 GHD w9 & 4, iRl & R AL A K
% (growth hormone ,GH) \IGF-1 4}, 1k % GH &
KIS0, 4G By F T KB (AR E) K H
AR RS DB kik
3.3 BRALFHRE T RIBAKEKRS PES %
R 2 ~3 F AT — RRAHRE mA T A I
BRAERE) ZER Y B 55 £ AT 2 RRAIRAE
BA A R IEAE £ G 36A D g LA R R A IR E
AFAEE G R IR &5
3.3.1 AFHHEE AFEEETOEHEZES,
B2 X A AEAT IR S AL oy R A RILA AR
JB N R B e e 5B R R ) TR R 4
RO, SR TS B, Z3E LN F, MR
VB RF R A ey £ A . T PES &4,
P ALEF IR AR 6 A ] FA B T T 0 6 AL AL
7’9"(7';][32
3.3.2 #mWHEREK TLZANAFFEFAT
AR AV 2 E S R P RF AT Bz
# L (optical coherence tomography, OCT) ¥ vA 2 &
Fo IR AE AL EL AR AT 0L, BN T AL & KA 69
LEi A KA ILR, LERTHEEEFONE
b 22 4F Y B Ao st K AY 2 48 -1 E R B AR 3T R
éﬂﬂ}] %% #,OCT T A4 % A #4869 IR R M
TR BB e &AL KR, B ALK
ﬂ%@ﬁf;{z&n;}ﬁ,%’ria%i@ﬁiﬁ\ d o AP
Y3t Fo e B ) B A 0L de AL B K BT AL T AE T
RAFe T, EEEMRAMG, PEEELEEE
};]‘H"'fﬂ;"a\[mo
3.4 CSF A543+ PESS ¥ 5% 80% ¢ 3% 74
A& CSF JEERBOKE AT | 3 o 4% & R B A2 JE 09 /R 1 &
B EH Y KRR Ao ek % Bk xt PESS & %
FBATREARF R R A R BN 5 5 X347 R R
1, BIAT,BEF 35 MRS E A ALK B AT AR e
A A W CSF $0m a9 A oy i



484

4 & Ir

4.1 WA &I AAEEIR AR89 PESS
B EBL TR EAN G ST, B LB E B
Z IR KR
4.1.1 FREELREFADRRE HRAMALT
AN, HEF B H15~20mg, 52 ~3 ki,
KT BEBR T 09 FR Bk, ANMRAL 7 B T AR s
FRAER A ikt & 25 R Fe B R AT 4] 2 Ao B
HEALAIF LR R E/ER, bR LT R
o JE 2y TR . 4T B B KA 2 L ¥
FHBRKE R NS F T EREST AR
W HAERERAEF, KX AT
EH
4.1.2 PAUEFIRIRALRE  HHF O RA TR
TR TR RAE R R K A E R AR, A
DR BIAEAN B EIE A F A AN T A2
BH(<60 $)1.4~1.7T pg-kg' - d  HEEE
(=60 #)AAF B 1 ~1.4 pg-kg' -d™"),
FEHZARAHEEFRIBRERFLELERAELLR
EOR R o S o
4.1.3  FARMEMERE SRR RAR P AR MR T AR R
B Ao 2 BRI T T AR %
UMW B R ERREIT,EFRT Y
FRRGIT, TR B8 /M B30 R 58 K |
IR B/ S BRI AR A B ORBRIE R +
WEREEFE ) RN, T® AL ZEER, RS E
TR, AREETEE, 25 XHHERTAE
LR X,

M P AR MM B T AR R B B AR B R
B BRI R E R EAFTEH R
MEACAN L T B, 2R 036 R B ARERIE
PRI & A AR &, AR T R B AR R A
ML FIRT RGT . BRBATRRZMKRERN
TRV AR, R ERE . AT EARI R
I B KT BT B A AR R RS T 0 R IR R A
P LR AAE E 6 AN A AP B0S LR I A X0 5,
VAR B WA s 3K | dn A T R A 41 40 6L R AR 3G Z Y
BEH, RpEFEREAT,
4.1.4 GH %  3E#HF GH AN G 7 B 8RR #
TR B ARG T7 KT B A4S 7] B F 4038
KA F RN (& 1), 2K Ak ) 7 Bp 42 2L
(1 k/d) Fa K2 (1 R/R)) , KECH K A 8 TR &%
FFARMME . VA iF IGF-1 7K -F ik F) M 5 585 IT Be. 4y
AREFEE(-2.0~2.0 SDS) &5 B AR, 4 57 2914
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J W] IGF-1 /K -F W5 B BB Fofit b
&1 rhGHBTFESHERK

i Poy il JERE SR R
(mg/d) ) M
JLE 0.025 ~0.05/kg
THEM 0.025 ~0.07/kg
<30 % 0.4~0.5 1~2  0.1~0.2 mg/d
30 ~60 & 0.2~0.3 1~2  0.1~0.2 mg/d
>60 % 0.1~0.2 TR NI B
DM 5 IGT &% 0.1~0.2 SEA NS

T B4 A A K E (recombinant human growth hormone,
thGH) ; 5 R4 ( diabetes mellitus, DM ) ; B5 i 5 5% 5 (impaired glucose
tolerance , IGT)

4.1.5 CDI B vRE&MmEZ K, F = LA
FZA45(0.05 mg/q. n. ) AR, 52 ~3 RIR
A, Ewm¥n CDI B F 0 R AEBANE HEE KR
= e fe X B R F 6 PRAERAN S B R R
B, AT B E R I E R RAEANET B
RABERBEOELTHEERSENERAMEZ AN Z,
It 5 3 Yo m KA 5 R R L

4.2 W2 RGBT

4.2.1 EF K& PESS BF— 2 #ib B LEAN
JEIEZ, EERBT R, TSR, R E LK
PR EATZ A S F B, E AR D B A KRR E T
e st 2 EAB A ZmEed B T DAAE R T AR AL
By CSF 433k, 5 B AT 97 45 AW RN & /R 6 B ik
255 e % #8250 ~ 500 mg/d, 2 R R AR T Aa
221 g, mRANETHE 4 g/d,

4.2.2 FRERH

4.2.2.1 PESS EH&HFMNENZHHF KGR
BRI R 3 ZART BT R, BT CSF 5%
ALY o B R A MR R 5k, A F TR R
SRFRG, RMELELZBIRETFMR.EHFF X
RE R, T H BB EF R,

4.2.2.2 FMAEES PESS BHeFRKieHF A
1 T 5% PESS &3 5 = ILegAh 22 R Yo R, 2
TN EEF 6 PESS B4 % EMK 2 %@ T M
NEE Y, Bk AR 5] ) A R E, T Ak
FHAYZ A Y0 BB A R B e M B AR,
FlAA A TR A & K IALA % K G 8
BE FREAKGHENN G F X, s PESS %
F A% R RSP AR R BOR T K A
(dombfic B R F) SATERASLINA R, R TR A
R R AR BBk AT A RS R R
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BOASBAEBEINR R, RGHATHE, HER
B RIRAE LR AR S EEE R T S
FEZKFEFH3~4 mm B, R P 5ot A48 h
& T G AR RN K RAT I AE AR SN K
HX,3D TP R B R T A E N T L ek
HE,

4.2.2.3 PESS %#%45f CSF Bty F Kt CSF
T PESS B & ey # F R4G4E, TR A E BT
8 B T B AR AT RS AN F R f st F A
PR ERE Z 60 Bk CSF B Rk R T & MR 5%
8 PR M BRIR, F I F R N A AR5 A
THAFHMNEE—F S, PESS B
FRR R T % 30k v, B il 2 5 MBS AR,
HAERA AL, R P AT iR &R oA F W 4 R 2 4%
B, FhRa i gl F e, 5t e BB AET K
3~5 mm, HARASA M A KT E QAR &L D
BRI R RS AR R R A WA BGAN, KK
8RO SRR o A 6 R AL R BEAT $ B AS
Aho ST E LR, LB TE F FoRAET
S ERIEANF R, BB THR, 23R BT
S BT BT 38 04 e JR AR SP 3K 8 5, T AR i B 09 AL R
SUTF e R A R

5 BB A

BT X mAE 5 R 24 # , PESS & %542 9
THe IR AFAE S E Y B s, 1 T PESS &
&, BRI AR 22 5P R 55 A IRAH e B AR
FARZ S0 S FHRL R M BEX, RERT &R
HAEO6~12 /A A5 BRI R AR TR H
12~24 NA A BHHBHLTE,

HEME: 20,0007, A, H A
HfEEE: i, TiEE, AR

HINERAM R (REREEITFHES]) 537 (R
BREXEERMZIM), TEE(FPLAFHESR —ERM
ZHH)  EHE(AERFHERLERWESIR), X
MPLAFMBEE -—ERMENFR), TER(LEXAEKX
FWEmEERMEIF) , XN (RAERAFE M
BERWENIM) ARZ(RAEHARFE -—WEERN
AU REFE(ENEARERAN2 WA, REB(ILE
WHERN2WA), X TF(BLTARER#ZIH),
ANEF(EREMAZMBEE ZERANSMH), I FH(F
WAFHEERWEMNL) , MZH(ERTZHELFER
AL EIRR (AN A FE — B E B E5 ), 3
F(HEREEFFONI2UM), FM(HEEFEA¥E =
MEERMZNH) , HR(ERERAFHES —ERM
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ZHH) HE(HEEER¥E _MBEERM LM, ER
B BRMFFQ), RZE(FPEERAFHEE T E R
MEML) , ZE(ERTARER#HZHH), RBF(HTTA
FEFRMBEEZ _ERMENH) , Ao VW(HEEEAXF
F_MBERA2UA) A2 HEHAZE —HEE
AR AEM(ERERAFHERFMER N2
WA AH(EEEEAFF _WRERMZF), BB
(BERFWERLERMEZNIE) ,AR(HEEERES
—WREERMEZNMN)  RE(HEAFE-—HEERME
SR KB (LT A E Bt 2R LR A & (L R R
BFREERMENM) , AR B(HEEEA¥F _HEE
RIRA)  RB(HEEFEAFE —HEERAS W), #
ER(FMNEARERMEZ M), BE(HHERX L KNS
WA MRE(ETERAEWBE R4 ARE RN 28
), FEEFRBEAFRFERMEZ M), EKE (W)
AFEBERMESIR) , BXL(PWAFHER —ER
WARA) , BEX(ZMNAFE ZERMEZIN), HiEE
(WREERKFWEERHZIF)
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