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Clinicopathologic analysis of 4 cases of androgen

insensitivity syndrome
XING Cheng, KANG Xiaoling, LIAO Yanxia, ZHANG Jiali, HUO Leijun
(Department of Pathology, Guangdong Women and Children’s Hospital, Guangzhou 511400, China)

The clinicopathologic pathological features, differential diagnosis, treatment and prognosis of 4 analysis cases of
androgen insensitivity syndrome (AIS) were investigated and the related literature was reviewed. All 4 patients
were complete AIS (CAIS) aged 1S to 33. Two patients were diagnosed with gonadal tumor, all in the abdominal
cavity and the tumor types included seminoma, well differentiated Sertoli-Leydig cell tumor and fibrothecoma
(1 case) and Sertoli cell tumor (1 case). All patients were performed gonadectomy. The diagnosis of AIS needs

combined consideration of clinical features, imaging examination and chromosome karyotype analysis.
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Table 1 Clinical data of 4 cases of CAIS
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Table 2 Pathological and microscopic examination of 4 cases of CAIS

PNLSUE-S

Bk

i A
1 XA AL e
a7

2 R A i
Jify

3 XA L s
fih4y

XU I
etk

~

IKASHLAWH, K/N43531245.0 cm % 3.0 cm X
2.5cm, 50cm X 3.0cm X 3.0 cm, ﬁ]ﬁ}f(,ﬁﬁf(
#, e, Bk

AEFEHL PP, K/ANG3RS.0em x 2.5 cm x
1.5 cm(ZEf) . 4.5 cm x 3.0 cm x 1.5 cm(47 1),

Ho—(Zem) VIien 8 K2, PIii WA EA£1.S cm
Pk, AW (A REAEE, R
DI K FKEL, JRkt WA B A£0.6 e K 1
[X Jaf

BEARRHLE, KA 4.5 cm x 2.0 cm X
1.5 cm(ZEﬁ"J)\ 40cm X 1.7cm X 1.3 cm(xﬁ{ﬂlﬂ),
Ho— (Ze ) Ve B KA, g5k, R Es L
BRI IAL, KPS em x 1em x
0.8 cm, LALLM, HA20.3~0.5 cm,
R Gy DTV ISP/ R GRTR DY i SN
2.5cm x 1.3 cm x 1.2 cm, PULKE LSS
1B, HAR0.S em, HAUHZ W HM2H, HAR
0.3~0.6 cm

KA KA LU, R/NI3 54,0 cm x
30cm X 1.5cm, 40cm X 2.5cm X 1.5cm, ¥
TR EKEL, Bk, 24570k

XU - AL ZVBE S 390 A R S AL % e
SEHL, W N A SRR, A
B, TR R, R ARG, W
LeydigZiifd, 2 HCAE UE 7 A1 T SRR A
JRy B HR HiHE A=

ZEM: XA ZUEE T WLIB AR B SR, R
DN B2 R i (B 1A), - 53 WL A i Sertoli-
LeydigZ Uit , SRt 4t . 4. i
R VBT WLAR A8 B S LAY, #0840 DX g L
i) Sertoli-Leydig i iR , 73 JRi P& 2
By

XU SEALZHEY, A DX R R HE A AN B
ARG NET N, B2, RS R
— By SertoliZl ifl . 15 F SertoliZll iy I8 (141 1B)

WU kA 2 AU T A SR AL ZY, s AN
AL SZFEAIME, R WAE RS A AR 7, /N
JE R BH 5208 BH AR P, Ry WL Sertoli 4 i 45 775 1k
vk

B 1 BRI S B A AE

Figure 1 Pathological features of gonadal neoplasms

(A) g 4 22 AR BCEEAR M, JRANIECKR, ZRsIE, KN30, BIRYe, RiThk, SRR, 2 o0iE5%
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TR/ DR EE AR AU (HE, % 100); (C) B8 241 i a-inhibin(+) (EnVision 2B, x 100); (D) 98 4i /il Calretinin (+) (EnVision
ik, x100),

(A) Tumor cells were in patchy or nested arrangement, polygonal or round, large and uniform in size, with hyperchromatic nucleus

located in the center. The cytoplasm was abundant, mostly transparent. The stroma was infiltrated with varying numbers of lymphocyte
(HE, x 100); (B) Tumor cells were composed of well-differentiated Sertoli cells with less atypia and solid arrangement. The stroma was
consisted of a few connective tissue bundles (HE, x 100); (C) Tumor cells were positive for a-inhibin (EnVision Two step method, x 100);

(D) Tumor cells were positive for Calretinin (EnVision Two step method, x 100).
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