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Abstract: White-nose syndrome (WNS), an infectious disease outbreaking in 2006 drove a large amount of
bat species to face the threat of death. Some studies show that WNS is caused by psychrophilic fungus,
Pseudogymnoascus destructans, which leads to a series of aberrant behaviors of hibernating bats by invading
cutaneous tissues. These aberrant behaviors in turn cause rapid depletion of limited fat and energy stores, as
well as death of infected bats. In this paper, we review the studies on disease symptom, transmission rule,
pathogenesis and immune genetic response and suggest some directions of future researches in this field.
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albicans) J% (Lin et al. 2001, Field et al. 2015);
AR IR g R I R R, AR 2T 100 A
Vil sz 2 gy, HF HORESET: (Erica et al
2012). N TIRIVEMIZHENE, 4ERFAESTA,
MRERFFZAE TR AEPIR I EORLE. 7
THUH] S VRIT IV M BT .

2006 £F 2, S B T A i g
KWBEREFEBEOSEBRRE TR
(Pseudogymnoascus destructans, J7¥K Geomyces
destructans) &G 5 KINTIR, A4 N H BLE
E4E (white-nose syndrome, WNS) (Blehert et
al. 2009). BEA A IR ZE T B Ot — DAL 4
A H AR S X AETS, a0 B
HUF (Myotis lucifugus) JET- 2 =11k 91%(Turner
etal. 2011, Frick etal. 2015), {fi iz 5™
HEW . WiE S ST R, RARE
BATPE B R IEH#, 4R ES RGP
REEZMEM. B, X—EWR—2 KI5
BT REFRHE IR N T B,
TP IR R 2 REVE SR A S RGP, AR
Y FHE SRR E BRERRE TR 1
B TG AR RALH . R E R RIS
DA AR 3 1) S e B LR S 0T e T REEAL
DAAR7R B R SR ERE BRI, SR H A 2L
IR

1 HELZSE (WNS) HEE. KBEXR
fasE

2006 £, EEBFFEE TAHLAK AR
P, I TE Ak T A% BIR R 1% i 8 B 1 HH B S
FEHFEAE . B BRI —Fh A A
W, RN ERRTE T B (Blehert et al.
2009) . HFE BT TR —MIFENERE, &
FEAEKIRE N 0~20C (Verant et al. 2012), fE
T W 2 R F 52 G B JER i A5 FL 7 A — R 1 e
N, BRI A . A TREE . RAT I
EHEVE . AR AR, RifEE . S
K B[] "84T %5 (Hendricks et al. 2010, Lorch et
al. 2011). IXFh il 558 AR ZE T R AL 5 &

B W 53 EF A S AT DNy S B R A0 T ) A% ey R
NHABLEEAE (WNS),

AR, WNS 1556 7] 56 B 25 AN K
PHG HETJTF G R PR, B X 5K 3
SR 29 NMNAINERE 5 44 (Heffernan
2016). H 6 MRS PR G, K 5 )
B2 3 7= B R, gl 2 A BRHIE (ML
leibii) « % W H g . b7 KH B HE (M.
septentrionalis) FNEEZ 9N BT (M. sodalis)
= flE (Perimyotis subflavus) (Blehert et al.
2009, Turner et al. 2011). KEREE (Eptesicus
Suscus) F& B o3 BEGLIYIM 2 —, (HRF UK
IHPT IR AE VB, R H M (Frank et
al. 2014),

Sebr b, 20 20 80 AFARIEEE Cid 52
[EAE P SRR Y, (HR 5| S i B A6 T2 (Feldmann
1984) 4 7 Wi AR e 5 I K il R BZ HIE,
H.Z /DA 1995 45 C H BL(Turner et al. 2011).
2009 A7 5% [ [R5 I (R A 9 1 bR U e ¥ A8 2%
P R W E (Wibbelt et al. 2010). HEBIZ,
J IR AR B B ] R A2 1T Aok B IR A% NS,
H 72 BRI JF & A 51 i e K OK & T
(Warnecke et al. 2012) . TENPHFH AR A FHISIE
3, HZA 2014 4, Joseph R. Hoyt B & VTR
FOLEH AE [ R b Hb X R T i 0 B 2R A E TR
7, THEBEMAEL RN G BRTE T A
T, AHJLPASRE N 5 78 R 1 F B2 R A
FIER, A EE@E IS 54T Cultraviolet lamp,
UV) HRG DA K SEES T B R A il 381 32 581 1R A2 72
(Hoyt et al. 2015a, 2016). fEXEH, BEIEAR
BT W LR A KRR, BEET
UL RELYRSE SN P A R ES IO E L P NSNS
Gy Kt AMEAFER TR R RN BTN
FIA) i 5 9 15 450, 55 T 56 40 g 8 T2 S B 6 LG
IR M EUR AL ERSE AL T X ELAF 75 4,
AT B8 AR 2R B R FO HLEE ) S8 1

R R TR P g A SR8 E D
SR S I i P R B ), 12 S Rk,
oy SR ELIE IR BRI D T 96%, ENER 224 i H-
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WER D T 88%, & ik B M 5 Bh W) b dE
(Critically Endangered, CE) (Alves et al. 2014),
JEEK WNS 1 HILC S EGE T 570 77t iE %
A SR ANANASE i PR P o 22 A 52 37
A A >R T REAES @ (Quinn et al.
2016) . 25 AR 2E 1 B R S R W MR ) MoK 22
B Bl AT A ] L B — e AR,
3 — Rl g AR vl DAz A T A S &
1/3 [ B H s[RI, 505 53 52 3 Gt 5 2 AEL AL K
AL R EE A (Kunz et al. 2011, Kasso et
al. 2013). A, Sl Rh R R B0 6k ) B 32 R
JURF BRI A, A R GE 2™ E
W WG MAEMNFEE G EZ —, WMAEMR
Qe 5l R IR R T N2E (Homo sapiens) f#1E
JEH T W T R — AR AR SR A R, R
SREETE A NG WNS [3RkiE, (HE 5]k
N 2K EORE 2 1 IR 2R & RE (severe acute
respiratory syndrome, SARS) ] SARS IR
7 (SARS-CoV) fH Hilhili fr#5+ (Yuan et al.
2010). Pk, BAHHECE 518 £ 10AH AR RIS
TRHLEE, 3 5Ra = B 7378 T 2 2 A 22
(R

2 HEZEHE (WNS) KL

WNS &I DORIGEAL 7, [ SEM RS
BUS NN R, BERHPE LS,
APy B e S, H AT O
MR BURGE ihi, ALFERE T 2 200 km
(Blehert et al. 2009, Quinn et al. 2016).

2.1 fEHERR

FLEAE NSRRI R T N KiEsh. s
()3 A A e AR AT 25 SR ik Bk 3%
DAL TR A st 5 1P /8% % U TR (Turner et al.
20110 PRI, A 55 A7 S RO R LA FH ok
N WNS BRI —@it. thah, ZMRAT, K
2B IE RSB — MR RILR, RN
“swarming” , TELCHAE], 528 i iE - HAD
AR EL R At L2 ROR S I, Jl i e
5 ARIRGAR BT A1) B, WNS

TEMRIE MR AL 3R, X — LIRS ] et Gy
R W s DX 3R B T 1 B R K 22— (Lorch et al.
2011),
2.2 EMERKNER

WE R LA — N EE N R o
FORIL, AR N A7 B A g o 7 1)
AFEFECT B AEKESR, R E L
W 0 5O St DL % e S A TR ) A R
(Langwig et al. 2012). IhAh, A BEiiil S8
Wi o R AR A, AT B0 IR B A 3
B ERTE TR MO R, R
BE, SRR A 2, vEdE,
Hi@ A TiE R, AR G, B
Wit P BEAE T LER, (HAR R, A REAEAT S b
Bs A AR bhlF R R IR E
BIRAS, NEERAKRME TAERFSE, 23
H SR G (WNS) KIS & (Langwig et al.
2015),
2.3 fERE

[ 52 b AR A 5 | A G B AT AN [F)
()75 AL RS, B REHON AL 3% 0 JRAE 3%
Bk Bk AL #& DL J 25 & AL & (Maher et al.
2012). ZR0MI, WNS FEREAF T LR —
B, AR R, BTN AR EEY R A
FIOU) )t 2 53 A7 DA S I A It ] 8 AN — Btk ]
e S AL R Z 2R 1 TR . B &
TGO, W FEE AT HAL R A 2 S AH S 1)
BRI S A il 4% #8111k 45 . Maher 55
(2012) @i 5 R AAIRZERAG B WNS 4% FR 15
B, SR EREK BRI AT N, WNS
) A% 98 2 FH T3 R e s A AN 2= () SR B
TR, HALREBAIFRA “gravitycaes + winter
model” o IR BRI S 1 2 [ PRy 2R i
5 WNS 132 G S ) I 1] 52 4700 26 (Wilder et
al. 2011). (HTESW, 80%LL AT I 2 [A] #
BT RER AL, Be S S 1 B A S H AR A
L (O'Reagan et al. 2015). LtAb, Wilder 55
(2015) RIUMERER L SRR AL S5 A K,
FE X 2 BRI A MR A 10 e A A 235 4 A HC 2 [
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Pk 2 1A R RIATHE TR, NNl o A
PRI A 4k 1) 2 TRt AR PR B B A AR
MEEIRAL S50 S Z A, TN WNS ZEESE TS
FS AR 18 T AR

HHE ALK IRAE g 2E, TIHE 2021 45,

SV P 58 K350 43 b [X s g 4% 52 Jé 4% (Maher et al.

2012, O'Reagan et al. 2015). FETFi%505 24
(45 J DR 2R A i R ok 1) AR S 6, AR TE %
TR, BIGVEES ] E RIS, R AR A
I AL RIS SRR LR Y B, B
SR T T 1K R BH 1 g i R S % 444 975 & 1
SINFHTT, EATERERZ, JEARIER
UF b LR AL R, SR A HI AL R
T FHE B M BUR L.

3 HEZHEE (WNS) HIBUEEH

HAT, WNS FIEURHLEMAER, % RE
W A IR B K2 500 A5 8 B ZE 1 T4 1)
TR S EPET: (Johnson et al. 2013).
A=A AR UL REA] A 1 B b 5 5 55T 1) )5
. D5 ARG g AH L, AR TR B AT 2R
W QR R IFEERR S BT AR, Y hE
PRARW, THFEI ZAEAFNE ; IR (1Y) b g H
AR T =% (Rezende 2010).

A% HIR A T i i 114 e A R 7 0K AR s
i HE AR & AR (Burlington et al. 1967).
DRI IHE A I I g 5 PO A A AR BT, &
AR AP S5 bl P T8 P850 (4.8 £1.5) °C, ARk
S B REEINE, RIEAHR AT TR I IR I B
% S ARF MU B AN AR, i g 28 AR 1)
R 2%, BRI R mAA A, o
2 B LB R 2 (0.15 £ 0.31)C,
11 B 26 22 4 B 0 0] e A 2. b 3L BE 1 311
(0.25+0.29) “C (Storm et al. 2011). BAKHI1A
TR T B T AR AR T 1 1R 7 52 B b 0 AR 3R 1)
AWK, g kR 2 2R E, £
AR, BET R TR R R IR B A BB,
BLFEIKPT . AR T AT I VRE A DA K e
IhfE%E (Hayman et al. 2016 3X st j JBk ™

AR 5 2 T B0 U DR AN T A T, T
WREFHAT N
3.1 MEHE

AR TR P W L S BV AR N B 2 [ RE R
HRWT, BRI RIEE S = B ) HaeEA
JE G O T VR EAE M AET. (Reeder et al.
2012, Warnecke et al. 2012). AR A3
G T REZ IHH] (Carey et al. 2003), 1 T
RGN . RIS, ARG
JAHIER TRRE, R T & IR 2 € T ik
I DA G958 s S RARBUR JR AR 2 B4 (Luis et
al. 2006). 111 5 FR) S £ 2 NS 75 Tt VK
BT ARG bl (Warnecke et al. 2012),
M7 7 i i Tt A IR B0 273 T Sk v i DA
T PE VLo UL, G ) i S A7 A S5 5
MR Z R R BE AR A 2 7, SR AMATSR
PR B Sl iy TS A7 M, AT R T e
T A2 A7 1R B 88 BN BB N B R A [F]
(Reeder et al. 2012),
3.2 KM

Wt 1 P A2 R 1) A IR PR B 2% A (A 5 3
MRRE IRPESE) AH I 5 BB SR A AR K 1
Rz —, EZEEBIEMIER. THRE, HE
R REORT 0 52 8 vy, R % 1 i M A A P ) 8
(Hayman et al. 2016). [FFEMIFREE&M T, 5
P e TR PR S D i B S e B R, L DR
WAL (Warnecke et al. 2012). B4k, il
TR R KRR I, o A IR PR VA
L BE T 1 ) IS S R 0 AR T R A RS
(Flory et al. 2012),
3.3 AEEIHHRE

B JEE AR AR 1 TR ™ B T P W A AR A
Z] (Verant et al. 2014) . 75X =% 5, B A AF 78
R, BRI G Ji 1R)h  R JER 58 BE A 52 B REOR
Wi Mg AT = B R ACIRES, B T 28 R AR KRR
FEALHI AT RERTAE I (Willis et al. 2011). [FH,
TE S IR A S B S PR e R rh 3l AR
KRR T, BUEmiE <N gik, f#f7
IR TSR RTRER, B nT B FEUET: (Verant et
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al. 2014). NEWTw& & Ma T o) F 2 5y, 78
KRB AR P e EEAEH . PRI, &
FUT 2R W g R AR T IR & =, (IROE T R M i
NIRRT & 28w, RUBIIRE
Wt W BOEA L Rk 455 — 2 EH (Frank et al
2016)

5 YN g i AF 0SB 5 SR 5 o AR 1 1A
S5H A5 SR MAE I E B R EE R
KWL T IR IR R, BB R PR
T ERERE, TH 3 A SRR LRI R R
I, RONIRZE BRI H R A A DL SR Y
bt (HHBEERE R IEME R, AR
R T, SRR N I, mE
BN (1 B 25 e B 5 RSP SR B PR A BE AR R
HREEME A, AR NRE, NRE
TIFRABE T — AR, RN R A B SN PR
A%, TR 2 E S BT LE R R SR AL,
Y8 B TR N G2 7E 45 ) RN TS 12252 95 ) SR EX
MR

4 REENE RN

HMIEIEIR EARAR AN S, B SR &
BUA )5 — T8 e i —— Rz R4, 8
FHEMRAM . BRI AR B S 58
AHMISE, DASCAMA . 4 PR A S S R 4
Wi EH TR R B AR S AL AT 9T 2, H R L
G955 B IRNE [P S AR R LD, JUH R R
TG JE AT LA A 1) B 5 L2 SO o 56 H A A A
MR, ERERAIEE, @¥SKER
WEAEF . PR . KM I S R DA K
HAMEINEI S (Kupper et al. 2004). 7 A%
SRR B PRI 7T I, LR 4 R ) —
B R v A0S e 4R M CRLAE b R4
SR N i I WS i D
IR I 52 #&  (pattern recognition receptors )
(Brown 2011« B30 9 e e 4H B (e i % R4
N PR AR =28 i A N N T Re =2 A A
KN FRIEAEAM (Field et al. 2015). B#ud
()P P R MR R 1 R VA A D SR A R P 4 B

BRSSO A R, v AR OR At
SE IR B AR, RS BEARIOE B bk 20 M 1) BRE
FEAE RN, 17 Bk G A AR GE MR
AR, SR G BB e S B TR N AR B BE A
ARG, ALFE T bk EL 40 M A 5 (1 40 B 25 1
PEF, PR 2 R o (7R AR,
W % G925 6 0 52 B4, 32 BRI AR R S
RNIBEAG, B AAAN T 4ifsh = {EEE T, I
TEAMAE A BRSE, X RERNA TR H A
FHEHIR A Z — (Moore et al. 2011).

5 R G 8 2 IO EH B % A O 1) T R ik
RRIE R HTRAEBRE], BT Toidxs iy
A BB TR BRI 7T, RIR IS0 2 N
TYNFEH SR AT 5256 . WFFCRI, B
U 52 0 2 B R 22 57 R IA (Field et al. 2015)
XA WNS R A bl S R DT B B e
F RN, B2 m N TR WG
T EIR 2L (Erica et al. 2012).

Field %5 (2015) @i H— A s 20 7 b
U 5 AR B 1) BR R SR A SR R 2 S
Fak,  RINZ B Gt i R 53 O S 1) R
HEL B, FR, 4HM KRR, B
ST Y LIIR . seAh, I E s %
AR HRIIRE T, R IUTE 0 40 B
1) G2 I S, T 0T B T ) 3R SRR P B 928
N, RN S RGNS 5
RARTET B R G, (EARIRLF 1A FHLIASR
PR e R N R AP R BEAS T LAY
HEHFEMHHT (Moore et al. 2011, 2013).

HAT, ESRLRERE 1 b2 B SN [ AH 5%
WD, LE bl G R 3 7 1 LA S H
K ERRERZERRIE, HAARCEIERT
BRIEH T E— 2. RS EEES, o
YHMI A2 Cinterleukin, TL) &P 5 & 155 M
STEEMIEM, . IL-4, 2—MES T 40
SR 7, (HHFRIA PR, [
SO AP S 1 PR A s TL-1PB, A% AR A T
g SR RN, RIARBK, SE
Bz, M IL-17a & IL-6 % T 40N EH —E
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R, AR BAR W) R AR A SR itk — it
Ft (Lilley et al. 2017) . HF Bt g H07% i
95 L2 R TS IELE BB IR N, AT AR T
=g A, IS S B R A AR DR E . AR
i, LMIEZ PR R, 15w 5 )
o EAT 0T LU 0 5K B i 28 S 7 [ 5 BT 308 I
BURHLER, B2 AR R %R I EUR HLE AR T
WAL E T PR AR . AR AR B R
15 Gy A v A B AR G o P E T R TR ) )
BE, 3 9% 2 P S B 1 2 R 3R A = K R i,
i IL-1B . MHC % B X & L & bt i Bk
Cathelicitin 5%, [FJI 74 KE AR, TR
Gy, PR SR L, GESE T
151 5 APl ORIAEG 55 B A ol 5% A P S A AN
[Ff] (Erica et al. 2012, Ellison et al. 2015). it
Ab, WFFURIL, R R O SRR R R
BB AN RIRE B, W

Destructin &5 H X% 77 ] Destructin-2(Field et al.

201505 MR AERZE RS 547 E 2
fro DA, MIERFRIEIRAN B8 FARTE K D fE
WEFCRE O T

5 BITERY

BB 51 R B AR Zh Wi AR ke, (RAEYR
J7 E—E AR BRA UM T RRRIT R~
AR T, Aol AR TG R v
(terpeneless orange oil, CPT) X} WNS #4774
J7, SEESUER CPT RS R 45 i R % 1
ALK, HXiRiE AR AR e E, A
PAERF IR 6 AN H BIETTI R, B i i H S
FIsZ L F HE— P9 (Boire et al. 2016). 1t
b, R 2 B TR 2 so i 2HE B AR,
AR AEAE RV ] Ao AT S MG (Cornelison
etal. 2014a). [KUt, WFFEEATE MR T HIAEY
BITER BB IT .

AHIRERE (Rhodococcus rhodochrous)
e MR RIHMER, e APt mE N, B
YERN—FiEIE IR YT B (Cornelison et al. 2014b) .
2 J Bt 2 R IR — e A= DB X KPR S i o

THAEREFHNHAR, BFEZAAE
(Trichoderma polysporum)~ — Y847 1E T b &
AR THT FRT 2 B LA % 2 A TR 45 (Hoyt et al. 2015b,
Zhang et al. 2015, Cheng etal. 2016). HH1, 2¢
HelR AT (Pseudomonas fluorescens), 7
S EATIRERE, SR TS, HAE
LAt A= 1) T T A% e v AR B RE S | 31
#AEK (Hoyt etal. 2015b), #R1M, & A Z07E I
WA SR DR RF I vt (AT 2 4 RE DR UE RS L 1 0 1 A2
R K, JF BA R BHCIE TT I RUCR
(Hoyt et al. 2015b, Cheng et al. 2016)-

WNSS & A 1 b3 bl B 1 2 T B, 32
R} I IR AN P SHIPE S = VA S A DL T LY
Floya IT AER 7 (9 B 5K 1F &Il (Coleman et al.
2011, - EALFEXS i KR HEAT 19405 HERF
AR AR 2 5 Y O S0 o i A1 30 25 7 I 1
HEEVEAERE R SRR AN, SV
s PRUEH HL# P4 (Foley et al. 2011). H
SR T AT R, HABES B RS RO RCR
N T e A R R ST ORI, AT
Ay Bk — 5 Wt WNS A& 5L S BUmR L.

6 RBH¥

i TR, AT WNS 1R
B AR T IRAHINR, (L EORALER K
IBARD . AT 75 AT R & B R R B0
W, YRGIERIE KR, mrEdLSEH
SECRCHE R K TS 2 X AR TH 2 — MALSIR AW
I, 150 B 0 S AR O 0 1 5 2 A
WEFC R LB o b Ah, W G 5 LA BF 9 2
—ANE IR, R AN [ R X R R B
R RGN BT I R R A — B2 Mg
AR ZE R G AL, A BT A S IR B0
HUER K BLAA T 2 17 1 Gt P A B e R [
i, BEE TR EARIERE, FFAKCEABIAN,
ST ARFIIE A A =R, M DNA IRA
FI RNA HEMRA B & (K.

b MR AR AR Ll o ] R g i S R T 455
W, KRR, XA FRIRAE T 4. Ak,
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FER] WIS 3, T Al o gt AR A AE A5 T L
AN LR B AMA,  RERSTEAR R PR BE 250
PEHIEPIRIA ZE R, WD REER R T Re 52 1 A0
Wt RIF-1 6. (FEiA ek, Wi
51 5 AR ATR 2 SR Ao G B R R B TR 3R 72
5t FHRBBAMRILR, BT R BRARE T
BURMLEE, [RI, 0 S e 7 R 5 55 1)
BRIER, R AT WNS A HEE .

BEE WX AE I BOR B e, WNS AR S
FCOLRB | ARG 7> TARC T ik, i
WA T ROR A R, . Hr—
& RNA Wl 5
sequencing )« & 1k F& [l 4L | /¥ restriction
site-associated DNA sequencing, RAD-seq) %,
NARREIE TR T R LB T 5.
[[DpGEBuRE Y/ P NS : 2 M A il o g IR Nk b7
TINS5, WRER R 2 IR Tk
JSER I 38 i A A 5

Z % X W

( next generation RNA
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